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A New Stride in 
Nose and Throat Therapy 


Mistol and the Mistol dropper offer a really effective 
means of relieving inflamed mucous membrane 


REMEDIAL measure for coryza, 
simple cough and similar ail- 
ments—of proven merit—Mistol has 
none of thedrawbacksof many agents. 


Unlike douches, there is no possi- 
bility of sinus trouble . . . no force 
being used in application. Noinflamed 
part of the mucous membrane escapes 
its soothing action, as is often the 
case with salves. 


Because of its viscous quality— 
Mistol clings tenaciously to the sur- 
faces. Andit isnot easily washed away 
by the natural secretions. Thus the 
healing ingredients remain in contact 


long enough to exert their full effect. 


The unique Mistol dropper assures 
you that the patient can safely apply 
Mistol as you direct. He simply tilts 
the head back and lets Mistol drop 
into each nostril until it runs down 
the back of the throat. 


Mistol was developed in coopera- 
tion with leading nose and throat spe- 
cialists. Menthol, eucalyptol and cam- 
phor are carefully compounded witha 
specially prepared liquid petrolatum. 

Thus you can, with complete con- 
fidence, recommend Mistol. It is a 
safe, effective ally to your own efforts. 


Sold in original sealed cartons containing a two-ounce 
bottle and Mistol dropper 
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Alcohol in Medicine 


Epwarp E. Cornwat.t, M.D., F.A.C.P. 
Brooklyn, New York 


The use of alcohol in medicine has the sanction of 
lime; its history as a therapeutic agent goes back into 
remote antiquity. Hippocrates used it in fevers, and 
also externally in the treatment of ulcers, in the form 
of a wet dressing of wine. We find it recommended in 
the Proverbs of Solomon as a narcotic to the higher 
brain centers; and in the history of David, the father 
of Solomon, reference is made to its use as a quick food 
and restorative in conditions of physical exhaustion. All 
down the ages it has been held in high esteem in the 
treatment of disease. Often, indeed, it has been used 
excessively and inadvisedly; but that has happened in 
the case of other good remedies. 

The therapeutic claims of alcohol not only have clini- 
cal support, but they also have support from the labora- 
tory. It seems to have been pretty well established that 
alcohol is a fuel food which does not require digestion, 
's quickly absorbed and disseminated through the body, 
and rapidly oxidized; that it can, in proper doses and 
dilution, stimulate gastric secretion or favor gastric 
‘gestion ; that it can produce rapid dilatation of blood 
vessels and lowering of blood pressure; and that it has 
a sedative action on the nervous system, acting pri- 
marily on the higher brain centers as a narcotic. 

These qualities of aleohol a priori suggest valuable 
therapeutic capabilities. 

The practical use of alcohol in internal medicine at 
the present time varies considerably with individual 
opinion, as is the case with most remedies. In general 


we may say, that at the present time it is used less ex- 
tensively than it has been in the past and even in the 
comparatively recent past. Most of us whose experi- 
ence extends over more than a generation prescribe it 
now less than we did in the early years of our practice. 
We do not now use it in large doses for a specific effect 
in the treatment of severe acute infections—our typhoid 
fevers, diphtherias and septicemias no longer “die drunk,” 
as someone has said. We no longer use it for a heart 
stimulant. But we do sometimes use it in continued 
fevers and some other conditions—for example, in ty- 
phoid fever and diabetes—as a fuel food in small doses. 
We do sometimes use it as a vascular relaxant—what 
drug can be more effective than alcohol to relax the su- 
perficial blood vessels and relieve the congestion of the 
internal organs of a patient who has been severely 
chilled? We do sometimes use it in atonic dyspepsia, es- 
pecially in the aged. And especially do we use it as a 
narcotic (and the safest narcotic), in the restlessness 
and insomnia of the aged. And we sometimes use it in 
pneumonia, not for a heart stimulant, but as a safe 
narcotic to allay the patient’s restlessness and mental 
distress, thereby removing from the case an adverse 
factor. 

Like most of our drugs, alcohol is a medicine or a 
poison, according to how we use it; and it has the 
edvantage of rather low toxicity. 

1218 Pacific Street. 
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Geriatrics (Diseases of Old Age) 


Matrorp W. TuHewtts, M.D. 


CONSULTING SPECIALIST, GENERAL MEDICINE, U. S, PUBLIC HEALTH HOSPITALS OF NEW YORK CITY 


New York 


Several years ago Dr. I. L. Nascher of New York 
began his work on geriatrics, the study of diseases of 
old age and their treatment. His work was the first of 
its kind in this country. In 1916, Dr. Nascher’s efforts 
were directed otherwise and at his request I have con- 
tinued his work. ' 

Since Dr. Nascher’s pioneer work there has been con- 
siderable interest in this study by physicians in all parts 
of the world. In one or two instances, physicians have 
devoted their entire time to geriatrics. In California 
there is a private hospital where senile patients only 
are treated. In Budapest a physician is devoting his time 
to diseases of old age. As far as known to the writer, 
there are no courses in any medical school devoted to 
this subject.* One small society, the New York Geria- 
tric Society, was discontinued several years ago. 

The first important step toward the systematic teach- 
ing of geriatrics will be taken by the New York Acad- 
emy of Medicine next October when a two weeks’ post- 
graduate course will be given on diseases of old age. 
Lectures will be given daily and various clinics in the 
city will be opened to visiting physicians. It is the 


first of annual post-graduate studies to be given under 
the auspices of the Academy. 

In the early sixties when Jacobi began his teachings 
on pediatrics, it was a long time before any systematic 


work was possible. At that time diseases of children 
were not considered from a special angle; there were 
no text books on pediatrics and one book on diseases of 
women had a short chapter on diseases of children at 
the end of the volume. 

Geriatrics has, without doubt, followed the same course 
of events as pediatrics. A long time has elapsed before 
this branch of medicine created much interest. The 
literature on geriatrics during the past ten years proves 
this; there are but few articles devoted to the subject 
and even then it is only a certain aspect of old age which 
is considered. There has been but little general con- 
sideration in geriatrics. 

A great deal of money has been expended on the 
welfare of infants and children; more recently dona- 
tions have been made for the study of diseases of mid- 
dle life but thus far there has been little organized ef- 
fort on the actual research work in geriatrics. Preven- 
tive medicine has accomplished a great deal; the expecta- 
tion of life has been increased and bids fair to be still 
more augmented. All of this work covers the actual 
prevention of diseases of old age but it does not deal 
with the actual problems found in old age. The longer 
we prolong life the more problems inherent to senility 
shall we have. 

It is not only from the point of view of preventing 
diseases of old age; of making the aged more comforta- 
bie; of treating them scientifically when they are ill. 
More than this we have the problem of public wel- 
fare to keep these old people at work. Work in itself 
will solve many problems of old age. Through work 
old people often remain mentally fit. Besides the thera- 
peutic action, if you wish, of work, we materially help 


s ‘ : = 
Tn 1913, Dr. Nascher gave a series of lectures in Chicago and Boston 
and for two years was lecturer in geriatrics at Fordham University 


the State by requiring less strain on charities to support 
the aged. 

At this moment there is no institution where special 
research work on geriatrics is being done. Carrel and 
Kbeling at the Rockefeller Institute have done some 
valuable experiments on the study of the causes of age- 
ing. In some hospitals where chronic diseases are treated, 
special attention is necessarily given to the aged. But 
there is no systematic research work being done, espe- 
cially where the laboratory work is combined with the 
clinic. It is hoped that in the future a place in an al- 
ready crowded curriculum of all medical schools will 
be found for a few lectures on geriatrics. 

One difficult feature of geriatrics is that old age is a 
normal process; disintegration follows development after 
a certain period. Death is just as normal a process as 
birth. Would that we could do as Anatole France wished, 
to enter the world at 80 and gradually become younger 
and younger and finally pass on to the Elysian Fields 
with a kiss. 

Old age, then, with its normal accompaniments, such 
as arteriosclerosis, a weakened myocardium and degen- 
erative changes in all of the organs, is a normal process. 
We can only hope to offset it when it comes prema- 
turely as a result of focal infection, infectious diseases or 
other abnormal conditions. We can only hope to attain 
the norm of senility. It is abnormal old age that we 
must study; we must observe the peculiarities in the 
treatment of diseases of old age. We must closely watch 
the action of drugs because they have an action often 
entirely different from that seen at maturity. There 
are certain rules which must be observed in treating the 
senile; we must realize the fact that the aged require 
just as much special attention as children do. 

We have before us the following problems associated 
with geriatrics (1) to prevent premature senility, (2) 
to prevent the actual diseases of old age and (3) to 
treat the diseases peculiar to old age. 

To prevent premature senility. As stated before, the 
work now done in preventive medicine will take care of 
the prevention of premature senility but we must know 
exactly what the senile state consists of. What are the 
differences between normal and abnormal senility? True 
it is that arteriosclerosis is a normal process after a 
certain age; on the other hand, autopsies show that ar- 
teriosclerosis is not necessarily an accompaniment of 
old age. In general, arteriosclerosis is a normal process 
after the age of sixty. Periodic health examinations re- 
quire great care in reference to the prevention of pre- 
mature senility. Focal infection is one of the most im- 
portant considerations; diet, proper exercise, rest peti- 
ods, proper elimination and avoiding excitement are im- 
portant factors. 

As far as I can see we have very little on which to 
base our various theories about the endocrines as 2 
cause of premature senility. I believe opotherapy has 
been greatly overrated as a cause of senile diseases. 
Many theories have been advanced but little proof has 
heen offered in substantiation of these claims. 

Rejuvenation by gland transplantation, does not appeal 
to most physicians. Perhaps it is because we cannot see 
the logic of transplanting gonads when we can obtain as 
good results from such measures as proper elimination, 
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proper diet, exercise, outdoor life, rest periods, and 
happy environments. Give an old man something to live 
for and he will often show a marked improvement in 
his physical and mental condition. A work cure in 
old age is just as necessary as it is in younger people; 
we all need a work cure—modern life has a tendency to 
make us lazy with its over-heated apartments, automo- 
biles and a gradual lessening in any physical effort as a 
result of modern machinery. 

As for the endocrine glands, we often find that at 
the climacteric we are able to do some good with en- 
docrine substances, thereby preventing some conditions 
which might cause annoying symptoms later. While 
the symptoms of myxedema are closely related to some 
of the symptoms of senility, there is no proof that the 
thyroid gland itself is the cause of premature senility. 
It would seem that the same factors at play which cause 
arterial hypertension, arteriosclerosis and cardiorenal 
disease, are the very factors which influence the endo- 
crine glands and which produce a condition which we 
term premature senility. As far as we know one condi- 
tion is not the cause or result of the other, but a part 
of the general picture. In my opinion, many of the 
symptoms we have attributed to arterial hypertension 
and arteriosclerosis are actually due to the toxic influ- 
ences, whatever they are, which cause the arterial con- 
ditions," and not to the arterial disease itself. 

One great problem in medicine is to ascertain what 
tiiese toxic influences are. Major and Stephenson (Bull. 
Johns Hopkins Hosp., Rep., 1924, xxxiv, 140; xxxv, 
i86) have found that the guanidin bases produce the 
symptoms characteristic of essential hypertension, ure- 
mia and eclampsia. They found that urea, creatin, crea- 
tinine and uric acid are without effect on blood pres- 


sure, but that methyl guanidin and dimethyl guanidin 


have a pressor action to a marked degree. Whatever 
the pressor substances are, without doubt, they act on 
the endocrine glands indirectly. Opotherapy may be 
used to advantage in some conditions of senility, when 
combined with other measures but we should not place 
too much dependence upon it alone. In old age we 
often find the basal metabolism rate considerably di- 
minished and in these cases thyroid extract works well, 
even in small doses. 

To prevent the actual diseases of old age. Whena 
person of 60 consults us we must think of what the fu- 
ture has in store for him. We must attempt to ward off 
diseases which may come later in life. In general, a 
physician must try to look ahead several years and this 
can be done by studying the family history, blood chem- 
istry, urine and stools. The family history is impor- 
‘ant as a history of arteral hypertension, cardio-renal 
disease or cerebral hemorrhage, calls for special care 
of a patient, past the age of 50, who shows such a fam- 
ily record. Blood chemistry gives a clue; hyperglycemia 
end nitrogen retention are often discovered sometime be- 
fore the actual damage is done. I recently saw a man 
of 59 who had an epithelioma of the lip; radium was 
epplied but the tissues did not heal at the end of eight 
weeks although the cancer had apparently gone. The 
man seemed in excellent health but he gave the follow- 
ing family history: two sisters and one brother died of 
gangrene of the extremities, due to diabetes. Examina- 
tion showed 2.40 per cent sugar in the urine and the 

lood sugar was 0.65 per cent. After insulin treatment 

was instituted, the lip healed in a week and he is now 
Sugar free; the blood sugar is normal. In this case the 
family history helped in the diagnosis and it is to be 
hoped that his life will be prolonged several years. 

To treat the discases peculiar to old age. That the 
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aged require a treatment different from that of ma- 
turity is a fact which has been difficult to realize. The 
aged have their peculiarities which if not considered, 
may cause disastrous results in treatment. Recently a 
woman, aged 83, complained of insomnia and asked for 
a hypnotic. She did not actually require one because 
she dozed in the chair several times during the day and 
when night came she could not sleep. A physician pre- 
scribed chloral hydrate (a dangerous drug in old age) 
im ten grain doses. The nurse apparently doubled the 
dose because there were two drams missing from the bot- 
tle. The patient died thirty minutes after the chloral 
nydrate was administered. The same thing often hap- 
pens after a hypodermic injection of morphine—death 
soon follows due to paralysis of the respiratory center. 
A general rule is to increase all stimulants in old age 
and give sedatives sparingly. The sudden checking of 
secretions or excretions is often attended with danger in 
old age. A strict diet is usually not well borne. We 
must allow the aged liberties which we would not con- 
sider allowing younger patients. Following surgical 
operations we must get the aged patient out of bed on 
the next day if at all possible. Ordering rest cures for 
the aged is not often advisable. Foci of infection in the 
aged must be treated with caution as in many instances 
the removal of foci has caused a spreading of infection. 
Many times the focus of infection is in the bladder and 
by irrigations we may prolong life for several years. 

Senile pneumonia is often present without any other 
symptoms except increased respiration and asthenia. 
Appendicitis and peritonitis are often present without 
pain. The terminal result of arterio-sclerosis and cardio- 
renal disease is often tuberculous peritonitis. Pulmonary 
tuberculosis in the aged is not rare but we often over- 
look it. The quality and rate of the pulse are not in- 
dications of the aged patient’s condition. We must 
always count the rate at the apex. Because of slow 
elimination of drugs in old age we must study the sec- 
ondary effects of drugs which are often more important 
than the primary action. Cancer in old age is a much 
siower process than in younger people. 

Here we have only a few of the peculiarities we en- 
counter in treating the aged. Just as we have to change 
the dosage of drugs for children, we are obliged to 
alter our methods in old age. 


Summary 


1. Interest in geriatrics is increasing. 

2. Geriatrics should be a special branch of medicine. 

3. There should be systematic research work in the 
treatment of the aged. 

4. Preventive medicine tends to prolong life which 
will automatically create more problems inherent to 
old age. 

5. Work should be provided for the aged. 

6. Old age is a normal process; we must study the 
norm of senility and attempt to attain this norm rather 
than the norm of maturity. 

7. The following problems in geriatrics are consid- 
ered: (1) to prevent premature senility, (2) to prevent 
the actual diseases of old age and (3) to treat the 
disease peculiar to old age. 

8. We have little upon which to base our theories 
about the endocrine disturbances as a cause of premature 
senility. 

9. Rejuvenation by gland transplantation has been 
generally discredited. 

10. Some peculiarities of diseases of old age are con- 
sidered. 

114 East 54th Street. 
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Rectal Drainage of Pelvic Abscesses of Appendiceal 
Origin, With. Report of a Case 


Armé Pavut Hetneck, M.D. 


SURGEON TO THE FRANCES WILLARD, ST. PAUL, LAKESIDE AND WASHINGTON PARK HOSPITALS. 


Chicago, IIl. 


In both sexes and at all periods of life, the appendix 
vermiformis, irrespective of its size or of its location, 
ebdominal, pelvic or extra-abdominal can be, and fre- 
quently is, the seat of an inflammation, evolving to the 
stage of suppuration. Abscesses varying in size, num- 
her and location can result from suppurative or perfora- 
tive appendicitis. In the cases in which the pus has 
accumulated in the cavity of the appendix, operation 
reveals the presence of an empyema of the appendix. 
In other cases, the pus forms one or more small ab- 
scesses in the appendiceal wall or may infiltrate the 
entire thickness of the Jatter (phlegmonous appendicitis). 
An acutely inflamed appendix, grangrenous, perforated 
or nonperforated can lead to a suppurative peritonitis, 
localized or diffuse. Should the purulent exudate be non- 
encapsulated, diffuse peritonitis is the resultant. If 
the pus be walled off by the abdominal wall, loops of 
gut or other viscera, a peri- or para-peritoneal abscess 
is the resultant. 

The appendix has been found in all parts of the ab- 
dominal and pelvic cavities; it may be peritoneal, extra- 
peritoneal, or partly intra-and partly extra-peritoneal 
in location. The direction of the appendix with refer- 
ence to the coecum is variable, its terminal end may point 
upward, downward, inward, or outward; it may descend 
into the true pelvis. These anatomical considerations 
enable us to understand why non-embolic abscesses sec- 
ondary to appendicitis have been found in so many vari- 
ous parts of the abdomen. The appendix may be merely 
contiguous to an abscess of appendiceal origin or it may, 
as it were, bathe in it. 

Usually, appendiceal abscesses are confined to the im- 
mediate vicinity of the appendix; in numerous cases, 
however, the pus, guided by agglutinated loops of gut 
and protective omental adhesions, gravitates to distant 
1egions in the lower abdomen and true pelvis and there 
sets up one or more walled-off abscesses. Abscesses of 
appendiceal origin are usually intra-peritoneal, may be 
sub-peritoneal. When located in the cul-de-sac of Doug- 
las, the pus collection pushes back the anterior rectal wall 
end corresponds anteriorly, ir men, to the urinary blad- 
der; in women, to the uterus and the vagina. Loops of 
gut, matted together, with or without omental adhesions, 
form the dome or roof of the abscess and prevent the 
escape of the pus into the free peritoneal cavity. 

Schrager, in reviewing this subject in 1916, said that 
suppurative appendiceal processes may spread backward 
and upward (the lumbar or post-parietal type of abscess) 
or upward and forward (the antero-parietal type), or 
downward (the rectal or pelvic type). It is with this 
latter recto-pelvic type of appendiceal abscess, rarely dis- 
cernible by abdominal palpation, but always detectable 
ly rectal examination, located wholly, or in part, in the 
lesser or true pelvis that I especially wish to deal in 
this paper, in connection with a personal case which I 
will presently describe. 

Though it is an established fact that a large proportion 
of appendiceal abscesses are pelvic in location, textbooks 
rather ignore pelvic abscesses of appendiceal origin. 
Royster? in his book on appendicitis merely observes 


ization of a diffuse peritoneal infection, may follow ex- 
tension from the right iliac fossa of an abscess con- 
nected with the appendix, or may be due to a leaking 
pelvic appendix. 

Etiology of Appendicular Pelvic Abscess 


Although pelvic appendiceal abscess is usually referred 
to as originating from an acute appendicitis and soon 
after the latter’s onset, there is apparently no reason why 
it should not also follow a sub-acute or chronic process; 
it may occur previous to or soon after an operation for 
appendicitis. (15th post-operative day in Patel’s case**). 
The appendix proper may have been dealt with by op- 
eration in the usual classical way, but the exploration 
may have been too limited and the extension of the 
inflammatory process to the pelvis may have been over- 
looked, or else in the case of an inferior pelvic collec- 
tion of pus the classical abdominal drainage has -proven 
inadequate. Symptoms of a pelvic abscess may there- 
fore appear in the days or weeks following an appen- 
dectomy. In four cases following appendectomy, re- 
ported by Schrager, the symptoms of pelvic abscess first 
appeared in from 10 to 21 days following operation. 
i have recently had a very similar personal experience; 
and, as cases of appendiceal pelvic abscess drained 
through the rectum are infrequently met with in the 
literature, I think it worth while to report the clinical 
experience. My case is as follows: 

On December 5th, 1927, Otto Zezl, white, age 27 
vears old, was admitted to the West Side Hospital. He 
presented all the symptoms and signs of acute appen- 
dicitis, and was subjected immediately to operation. 
The appendix acutely inflamed and gangrenous (for 
about an inch, at its distal end) was removed easily and 
tapidly by Dr. T. J. Echerer and myself. The scant 
peritoneal exudate present was mopped and the wound 
closed. 

The first five post-operative days were uneventful. 
On the morning of December 10th, the patient refused 
his breakfast and for the first time complained of pain 
in the abdomino-pelvic region; tympanites was present 
but careful and gentle palpation of the abdomen failed 
to detect any localized mass. On the 11th, the abdom- 
ino-pelvic pain had increased, the mouth temperature 
was 102 F. On the 12th, ihe patient was very sick and 
the temperature was 102 F. Diarrhcea now set in; the 
usual anti-diarrhceic measures failed to check it. On 
the successive days, the pain, tympanites and diarrhcea 
increased—(12 liquid stools on the 16th). Rectally, 
the examining finger could easily detect a soft, fluctu- 
ating extremely tender mass bulging into the lumen of 
the gut. General abdominal distension was present. 

On the morning of the 17th the patient was taken to 
the operating room. Under nitrous-oxide anzsthesia, 
the anus was dilated and the rectum copiously irrigated. 
After the bulging pus-collection had been definitely 
located by inspection and by palpation, it was punctured 
with the pointed end of the scalpel. An 8-inch forceps 
with its blades closed was introduced into this puncture 
opening; the blades were then opened and kept open 
as the forceps was withdrawn. Over one quart of foul 


that the typical pelvic abscess may result from the local- smelling thick pus escaped through the opening thus 
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made. A gauze drain was inserted in the abscess cav- 
ity. The patient was then taken back to bed. On the 
following day, the temperature was normal and the gauze 
was removed. Five days later, the symptoms having 
completely disappeared, the patient was discharged from 
the hospital and went home. Recovery was permanent. 
Frequency of Appendiceal Pelvic Abscess 
’ Though these abscesses are frequently overlooked, 
misdiagnosed and mistreated, there is no dearth of lit- 
erature on the subject of pelvic abscess of appendiceal 
origin. Bérard and Patel®, Rotter* and _ others 
have treated this entity fully in their classic articles with 
special reference to appendiceal abscesses which point 
toward the rectum. 

Archibald, in 22 cases of appendiceal abscess, found 
that 7 were in the pelvis. Rotter collected 132 cases of 
appendiceal abscesses from the literature and found that 
40 were pelvic abscesses. Of these, 7 were in the lesser 
or true pelvis and could not be palpated through the an- 
terior abdominal wall. Sprengel'* found 7 pelvic among 
127 cases of appendiceal abscesses. Bérard and Patel* 
collected 44 cases of appendiceal pelvic abscesses, includ- 
ing 24 personal cases, all of which had been drained 
through the rectum. L. E. Schmidt’ reported 6 cases 
of pelvic pus-collections, which he considered consecutive 
to appendicitis. All of Schmidt’s patients were males. 

Condamin® believes that the direct or indirect propa- 
gation of appendiceal inflammation to the pelvis and the 
formation of Douglas or para-Douglas sac abscesses are 
much more frequent than is believed, especially in 
women, but that such inflammatory collections are not 
recognized as being of appendiceal origin. Santy* com- 
ments on the frequency with which spontaneous rupture 
of these abscesses in the rectum is followed by a rapid 
and permanent cure. He also reports a case of pelvic 
abscess in which rupture took place into the general 
peritoneal cavity. 

Types of Appendiceal Pelvic Abscess 

Bérard and Patel divide appendiceal pelvic abscesses 
into two types: (a) peri-appendiceal in which there is 
a direct connection with the abscess surrounding the ap- 
pendix itself, and (b) the para-appendiceal in which the 
original abscess is above the pelvic brim, having no di- 
rect connection with the pelvic abscess beneath, which 
has formed by the gravitation of pus. There are inter- 
mediate types. 

Appendiceal pelvic abscess are classified by many 
clinicians into the two following types: the superior or 
iliac and the inferior or true pelvic. (Both types may 
coexist in the same patient.) The superior originates 
near the superior strait and, in its early stages, at least, 
is not recognized by either abdominal or rectal palpa- 
tion. The inferior pelvic abscess is palpable through 
the rectum and usually bulges the rectal wall. There 
may be two or more appendiceal abscesses either dis- 
tinctly separate or communicating with one another. An 
iliac abscess may gravitate into the true pelvis and from 
there ascend to the opposite iliac fossa. For an iliac 
abscess, perform an iliac laparotomy; for a true pelvic 
abscess, incise the overlying rectal wall. 

Symptoms of Appendiceal Pelvic Abscess 

Although a pelvic abscess may be a direct conse- 
guence of a diseased or ruptured appendix and its main 
€xpression, yet the symptoms may not be those of a 
typical appendicitis. The clinician may be misled by the 
anomalous symptoms. The area of maximal pain is not 
situated at McBurney’s point and the pain is diffused 
over the pubic region. Baliooning over the pelvic re- 
gion, vesical pain and disturbances of urination are fre- 


MEDICAL TIMES 


175 


quent. Royster says that the pelvic appendix (which 
type is most often associated with pelvic abscess) is 
characterized by absence of severe early pain, and that 
uot until the appendix has perforated (generally at its 
dital end) are urgent symptoms noted. Royster ex- 
plains the absence of pain by the fact that tension is not 
present because this type of appendix can empty itself 
and the first serious pain :esults from perforation. In 
the series of cases by Schmidt, the symptoms suggested 
urinary tract involvement, i. e., difficulty of urination, 
vesical tenesmus, and a rounded suprapubic mass which 
could easily be felt through the rectum and appeared 
to be connected with the bladder. These symptoms of 
course were due to pressure from the abscess mass. 
Diagnosis 

While neither abdominal nor rectal palpation will 
Cisclose the presence of a superior pelvic abscess, any 
doubtful acute process in the lower abdomen, especially 
in males, should arouse suspicion and calls for repeated 
careful rectal examination. The diagnosis of a pelvic 
abscess which points toward the rectum can easily be 
made by rectal palpation; in fact, in these cases the 
rectum forms part of the appendiceal abscess wall. The 
examining finger feels in the anterior rectal wall, imme- 
diately above the prostate, a soft, bulging, fluctuating 
mass. 

In the male, an appendiceal abscess must be differenti- 
ated from a prostatic or periprostatic abscess, seminal 
vesiculitis, bladder diverticulum, etc. Abscesses arising 
from such causes may point toward and often rupture 
into the rectum. MacLaren’, however, suggests that 


practically all pelvic abscesses in males are of appendiceal 
origin. 
In women a pelvic appendiceal abscess, occurring be- 


tween the bladder and uterus or in the Douglas cul-de- 
sac, might easily be ascribed to some other condition 
and the appendiceal origin may be overlooked. A typi- 
cal case of this kind is reported by Condamin.* The pa- 
tient, a young woman, had had her appendix removed. 
During the following five years, she suffered from symp- 
toms referrable to an inflamed Douglas sac with a con- 
sequent uterine anteflexion, dysmenorrhea and general 
abdominal disturbance. The symptoms and disabilities 
disappeared on suppression of the douglasitis. Conda- 
min says that apparently in this case at the appendectomy 
& certain amount of seropurulent discharge had pene- 
trated to the Douglas cul-de-sac. Convalescence at the 
time of operation had been long and difficult. As Con- 
damin justly observes, this case might have been er- 
roneously diagnosed as a dysmenorrhea with an essen- 
tial uterine anteflexion, congenital or acquired, but in 
reality all the symptoms were due to a Douglasitis of 
appendiceal origin. In all cases of appendicitis, espe- 
cially when the appendix hangs over the brim of the 
pelvis, rectal examination will prove serviceable. It 
will enable the clinician to detect pus-collections wholly 
pelvic and also those that are merely prolongations from 
iliac abscesses not discoverable by abdominal palpation. 


Insufficiency of the Ordinary Appendectomy in 
Cases with Pelvic Abscess 

In operating upon a patient with an appendicitis hav- 
ing an anomalous course, surgical intervention need 
not nécessarily be limited to the right iliac fossa, or to 
the parts adjacent or superior to the coecal region. The 
poor end-results obtained are often due to too limited 
an incision or to absence of adequate surgical drainage. 
The continuance of digestive disturbances, nausea, di- 
minution of appetite, etc., calls for exclusion of an in- 
Hammatory process located in the true pelvis. 

An acute pelvic abscess may follow immediately after 


















































an appendectomy as in my Gwn and in Schrager’s cases ; 
it may be a late sequela to a ruptured appendiceal ab- 
scess, operated or not, or it may occur with a so-called 
chronic appendicitis. The insidious symptoms arising 
from the abscess mask its appendiceal origin-and a cor- 
rect diagnosis is not likely to be made previous to opera- 
tion. Of course, where, as in my own case, an abscess 
points in the rectum and there is a history of appendi- 
citis, the exact nature of the condition is easily recog- 
nized. Cases of appendicitis convalescing badly occa- 
sionally do so because the abscess is not drained at its 
most dependent point. 


Methods of Surgically Dealing with Appendiceal 
Pelvic Abscess 


Appendiceal abscesses, abdominal, pelvic or abdomino- 
pelvic : 

a. May, if of small volume, undergo resorption. 

b. May not increase in size. 

c. May increase in size and invade adjacent areas, 
an empty hernial sac, space of Retzius, etc. 

d. May rupture spontaneously, into a hollow viscus, 
into a gut segment, into the vagina, into the free peri- 
toneal cavity or externally through the abdominal wall. 
(Rupture into the vagina is rare; into the rectum less 
infrequent.) Not uncommonly, spontaneous rupture into 
the rectum has been followed by early and complete cure. 

Various methods of treating pelvic abscesses (apart 
from the iliac drainage of high pelvic abscesses) have 
been proposed. Jaboulay™? in 1896, drained a primary 
appendiceal pelvic abscess through the rectum. Mau- 
claire? Schmidt? and others prefer drainage through 
the perineal route. Besides Jaboulay, Ochsner,” Rotter, 
Peterson*® and Chaput have used and praised rectal 
drainage of low pelvic appendiceal abscess. Delanglade*’ 
employed a pre-rectal incision circumscribing the an- 
terior outline of the anus at the distance of a finger- 
width. Sutton operated in a similar way in one case 
with success. It is admitted that the pre-rectal incision 
is of service in periprostatic suppurations but it is far 
inferior to the rectal route for the evacuation of appen- 
diceal pelvic abscess. 

L. E. Schmidt, in discussing the perineal route and 
comparing two cases operated this way with two other 
cases operated from above in the usual way, remarks 
that the latter had a very long and stormy convalescence 
while the former ran a smooth course. Schmidt says 
that the perineal method was so superior that there is 
no comparison to be made. In cases where an appen- 
dlectomy has not been already done, an abdominal opera- 
tion may be performed at the same sitting. 

In Peterson’s case’* operated by rectal drainage, a 
gallon of foul pus was drained and the patient walked 
home well on the sixth post-operative day. Riviére’® 
#lso reports a case of primary appendiceal pelvic abscess, 
operated according to the Jaboulay technic, in which no 
subsequent drainage was employed following the original 
rectal incision and no doubt in some cases,”* this is 
sufficient. 

Pouchet*® and others use the abdomino-rectal method 
of draining low-situated pelvic abscesses, i.e., they sup- 
plement the abdominal incision for removal of the ap- 
pendix by a rectal incision, performed at the same sit- 
ting for drainage of the pelvic abscess. Pauchet?® be- 
lieves that in purely pelvic abscesses the abdominal in- 
cision alone is insufficient for peritoneal drainage and 
that it exposes the patient to peritoneal infection; such 
a view seems fully warranted in the cases of low-lying 
abscesses. Pauchet successfully operated 10 cases by 
this method and Berard also reported a case successfully 
dealt with in this way. 

In their review, Bérard and Patel’ say that the drain- 
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ing of Pelvic abscesses of appendiceal origin is best 
effected by the rectal route. It is far preferable to the 
abdominal,**® perineal or parascral routes. The parasa- 
cral method does not give an easy access to the pus-col- 
lection ; it necessitates division of the fibres of the gluteus 
maximus and sacrosciatic ligament. It may be attended 
with troublesome hemorrhage and leaves a wound dif- 
ficult to keep aseptic, (miction, defecation), and slow 
to heal. 

The vaginal route is not a route of election. In fe- 
male children, in young unmarried, and in _ nulli- 
parous women, it should not be employed because the 
vagine does not admit of enough dilatation to permit a 
safe and adequate incision of the pus pocket. The pro- 
longed contact of the cervix uteri with the infectious 
discharges escaping through the vaginal incision exposes 
the uterus and the adnexae to infection. 


Objections to the Rectal Drainage of Pelvic 
Abscesses 


Theoretically, the rectal route is uninviting. Never- 
theless, the objections that have been made to the rectal 
drainage of pelvic abscesses have been in the main 
theoretical. It has been said that it is a blind pro- 
cedure, that it exposes to fistula formation and to con- 
tamination of the abscess cavity. Deaver regards rectal 
drainage of appendiceal pelvic abscesses as opposed 
to the principles of sound surgery, and as more risky 
than operation through the abdominal wall. There is 
moreover the disadvantage that the appendix cannot be 
removed. Deaver treats cases of pelvic suppuration 
due to appendicitis by the abdominal route. L. E. 
Schmidt says: “It has been shown to be dangerous to 
permit spontaneous rupture of abscesses, even if immi- 
nent signs of their rupture into the rectum are present, 
and considered surgically it is not exactly the procedure 
of choice to open abscesses through the rectum.” 

It has also been objected that the rectal route is a 
blind one which exposes to intestinal injury, to rectitis on 
account of pus, and to fistula. 

Rectitis has never been observed in any of the re- 
ported cases and fistula is common to all other methods 
of drainage by the lower routes; the fear of fecal re- 
flux to the abscess cavity is to great extent imaginary. 

The method should only be employed when there 
are very definite indications and the finger guiding the 
scissors in the section of the rectal tissues can easily 
prevent injury to a coil of intestine. 

Bérard and Patel say that the objections which have 
been made to the rectal route are not based on any seri- 
ous findings and the 44 cases which these authors col- 
lected in which rectal drainage was employed prove its 
incontestable superiority over other methods. The sur- 
geons who have used this method when definitely in- 
dicated, as in my own case, have been enthusiastic and 
the patients have in almost all cases made rapid recov- 
cries. It is another instance where clinical experience 
is opposed to theoretical considerations. 

The comparative mortality of pelvic abscesses drained 
by the abdominal and lower routes as given by Rotter* 
has already been cited and it is preponderatingly in favor 
of the latter. In the 44 cases of rectal drainage col- 
lected by Bérard and Patel, there was no mortality and 
there were no post-operative complications. Such results 
cannot easily be brushed aside. ; 

In operating for an appendiceal abscess, the appendix 
should be removed if it can be found without prolonged 
searching, if it be easily accessible, and if its removal 
can be effected without destroying protective adhesions 
and without inflicting serious trauma to surrounding 
loops of gut. In many cases, the operator fearful of 
tearing fragile adhesions, of injuring inflamed intes 
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tines limits his intervention to opening of the abscess. 
The only shortcoming of the rectal route is that it does 
not permit the removal of the appendix. This, how- 
ever, can be done at a subsequent sitting through the 
aid of an appropriate incision. -In a large number of 
cases, the spontaneous or operative, rectal or vaginal, 
drainage of a pelvic appendiceal abscess without simul- 
taneous removal of the appendix had to be supplemented 
at a later date by an appendectomy, because the sup- 
puration though it had originated in the appendix had 
not completely destroyed it. 

The rectal route for the opening of pelvic abscesses 
possesses the following incontestable merits : 

1. Simplicity of technique. 

2. Absolute safety. Negligible operative wound; 
bemorrhage, unimportant; mortality, nil. The hemor- 
rhage, operative and post-operative attending it, is mini- 
mal as the incision only interests secondary branches of 
the inferior hemorrhoidal artery. It can always be con- 
trolled, either by light packing of the rectum or by seiz- 
ing the lips of the rectal incision with forceps and ligat- 
ing the bleeding points. The rectal route does not ex- 
pose the general peritoneal cavity to additional con- 
tamination. 

3. Abscence of undesirable post-operative sequelae. 
It does not weaken the abdominal wail. There is no 
danger of fecal fistula, of incisional hernia. It does not, 
unlike the perineal and para-sacral routes, expose zones 
of loose cellular tissue to infection. 

4. Rapidity of execution—Short duration of required 
anaesthesia, 

5. It secures adequate dependent drainage and early 
recovery. Healing is favored by the contractility of the 
rectal wall. In these low pelvic abscesses, amyloid liver 
and chronic sepsis often result if the dependent portions 
of the pertoneum are not drained. 

6. It is efficient. The rectal route is adapted to the 
complete evacuation and thorough drainage of low pelvic 
abscesses. The orifice of exit which it creates is de- 
pendent, hence it secures thorough drainage. Invalidism 
and, at times, death result irom inadequate drainage. 


Technique of Rectal Drainage of Appendiceal Pelvic 
Abscesses 


The rectum having been irrigated, the patient is placed 
in the exaggerated lithotomy position; the buttocks are 
brought down over the edge of the table and elevated on 
a support. See that the urinary bladder is empty; if 
recessay, catheterize. The sphincter is dilated until it is 
completely paralyzed ; two long-bladed flat retractors are 
introduced into the canal and the rectal wall is ex- 
posed. The fluctuating bulging-abscess mass soon ap- 
pears covered with smooth, shining, rectal mucosa; a 
small incision is made in the anterior rectal wall and 
« closed sharp pointed forceps or a scissors is intro- 
duced into the abscess cavity. During withdrawal, the 
blades of the forceps or scissors are fully separated. A 
small rubber tube or gauze is introduced into the abscess 
cavity. I prefer gauze to rubber-tubing; it is non-trau- 
matizing. These drainage agents are left in place for 
2 day or two and are usnally spontaneously expelled. 
Lavage of the abscess cavity is needless. It is of no 
value to constipate the patient. 

Santy believes that the too rapid evacuation by the 
rectal route of a large pelvic abscess can, by the sudden 
collapse of the abscess wall, cause the tearing of pro- 
tective adhesions and result in infection of the peritoneal 
cavity. We have been unable to find the report of an 
accident of this nature in the literature. 
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Surgery of Diabetes 


(1) Elective operations in diabetes now should have but little 
more risk than in a similar group of the same age. 

(2) Abscess cases with diabetes require more care than with 
the non-diabetic. 

(3) Carbuncle is a serious complication in any condition, espe- 
cially in diabetes. The best procedure is excision of the carbuncle 
with vigorous diabetic therapy. The crucial incision does not rid 
the body fast enough of the large amount of slough—the very ma- 
terial to inhibit diabetic control. 

(4) Acute infectious cases require immediate surgical inter- 
ference. Diabetic therapy should be instituted at the same time, 
but not take priority. 

(5) In gangrene we have been too conservative. In the lower 
extremity we tried it out and were only 25 per cent successful. 
Then when the infection and the septicaemia had appeared we 
tried out higher amputation. Only four out of nine attempts were 
successful. Only eight out of eighteen operative cases left the 
hospital alive—44 per cent. This compares badly with Joslin’s 
73 per cent, and points only one way. Unless radical operation is 
decided upon and with speed, our records will continue to be poor, 
though we make a pin cushion of the patient with insulin injec- 
tions. 

(6) There should be an administrative change on the part of 
hospital staffs. Men interested in the subject should be assigned 
to a special diabetic service on which both physicians and sur- 
geons make daily visits. In this wav our results will improve.— 
Wilkiam Crawford White, in New York State Journal of Medi- 
cine, April 15, 1928. 


Preliminary Report on Sodium Nitrite Therapy in 
Seasickness 


Believing that seasickness is due mostly, if not completely, to 
overstimulation of the vestibule, J. Frank Pearcy and Daniel B. 
Hayden, Chicago (Journal A. M. A., April 14, 1928), felt that the 
nitrites offered a direct attack at the long sought but never at- 
tained cure for the terrible malady of the ocean voyage. Sixteen 
persons suffering from seasickness were all given one of the usual 
treatments ; namely, subcutaneous injections of epinephrine hydro- 
chloride. The patients were divided into two groups, eight to 
serve as controls and eight to have nitrite treatment. The members 
of the control group were prostrated on the average two days, and 
there was not much variation from that period. The members 
of the other group were given from 3 to 5 grains (0.2 to 0.3 Gm.) 
of sodium mtrite every two hours until they experienced relief. 
The average period of time before the members of this group 
were free from ocular nystagmus, vertigo, ataxia and nausea, and 
were comfortable on deck and able to eat meals was four hours! 
These persons did not suffer from any recurrence of symptoms. 
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Pneumococcic endocarditis and meningitis are not so 
rare as was formerly thought to be the case. Were all 
cases of pneumonia with or without delirium or meningeal 
symptoms and cardiac murmurs more carefully studied, 
many more instances of endocarditis and meningitis, due 
to the pneumococcus, would most certainly be discovered. 

If the spinal fluid were carefully studied in all cases 
giving positive blood cultures, pneumococci in fewer or 
larger numbers would be found on repeated culture in 
an increased proportion of instances. Furthermore, if 


necropsies could be obtained in all fatal cases of pneu- 
mococcal pneumonia, we would find a decided increase 
in the occurrence of true pneumococcal endocarditis 
(vegetative and ulcerative) and meningitis. 

In other words, we believe, that not a few instances of 
meningitis or endocarditis or both are overlooked en- 


tirelv because of masked or stypical symptoms and signs. 
Single laboratory reports are often misleading, if they 
give negative results. It is our hope that this paper will 
lead to more energetic efforts and more active and earlier 
treatment in the case of meningitis, and endocarditis of 
pneumococcus pneumonias or even where the meningeal 
and endocardial complications cannot be traced to a 
primary lobar pneumonia (of otogenic, traumatic, or 
sinus origin). All these cases, should not, as formerly, 
be considered absolutely hopeless from the start. Anv- 
one, in the past, having such a case would say—“oh, 
that patient has pneumococcus meningitis. he cannot get 
well—they all die,” and vet, we have found in a thorough 
study of the world’s medical literature, particularly 
during the past twenty years, probably one hundred and 
fifty instances of recovery. One must remember, too, 
that not all cases are reported in the literature. 

While it is still true that pneumococcal infections of the 
heart and meninges are usually fatal, it is perhaps also 
true, that with the early and free use of pneumococcus 
antibody solution, antipneumococcus serum, concentrated 
(Huntoon’s) antibody solution by the combined intra- 
spinal and intracisternal route and intravenously, chemo- 
therapy. and lavage, we may be more hopeful in the 
future of at least saving a few of these desperately sick 
patients. Some cases of recovery from vegetative and 
ulcerative (infectious and malignant) endocarditis are 
also on record. 

Recoveries have been reported by Glibowski. W.; 
Clarke, J. M.; Mark and Olesker; Sainsbury; Smith, 
J. T.; Washbourn, J. W.; Henschen, S.; Cautley, E.; 
Colemand, W.; Davis, N. S.; Hepworth, J.; Roussel, 
A. E.; Preble; Robison; Wells, and many others. 

There are now, as stated above, many cases of recov- 
ery from pneumococcus meningitis recorded in the lit- 
erature. We recently had the good fortune to success- 
fully treat a case of purulent meningitis in a young man 


in our service at the Philadelphia General Hospital (L. 
N. Boston). Dr. James Craig Small, Director of the 
Laboratories, personally informed one of us (H. I. G.) 
that he examined the specimen and was certain that he 
found pneumococci in the smears. 

Among the instances of recovery from pneumococcic 
meingitis are the cases reported by: Bardachzi, F.; 
Cordua, R.; Gould, A. G. (1919); Sanders: Beck, ]. 
C.; Roussel (1926); Litchfield, L. (1919); Lamar, R. 
V. (1912); Ervin, Kolmer and Rieman: Torrey, R. G.; 
Halle, J. (1923); Harkavy (1928); (Mt. Sinai Hos- 
pital, N. Y.); Globus (1928); Wieder, Neal, Gold- 
stein, H. I. (1927); Broadbent (1916): Douth- 
waite, A. H. (1926); Synge (1926); Smith, S. 
MacC., Ratnoff and Litvak (1926); Brown (1916); 
Lafforgue (1921); Schack (1924); Netter and 
Cesari (1923); Paisseau and Alajouaine (1923): Au- 
frecht (3 cases. 1902); Horn (1923); Cupler, Parkin- 
son, Royster (2 cases); Cautley, E.; Simpson, A. S.; 
Schulthess (1921) Chambers and Dobson (1912); 
Shand (1917); Jeandel (1923); Peterman (1924); 
Kading, Schillean and Pasquer ; Cumming (1912) ; Mor- 
quio (1915); Musham, H. (1924) ; Wolff and Lehmann 
(8 months old infant); Loewe and Meyer (2 cases) ; 
Valentin; Holt, L. E.; Ely, T. C.: Rolly; Campbell, J. 
(1925); Rosenow, G.; Rieder, W.; Stainforth, Savey 
and Gate (2 cases), and others. 

Herman Schlesinger reported three cases of purulent 
pneumococcus meningitis which ended in recovery 
(1911). 

H. von Schulthess (1921) reported a case of purulent 
pneumococcus meningitis completely cured in a boy aged 
5 vears, following an operation on the nose. 

Fraenkel (1886) cites a case of meningitis coexisting 
with pneumonia. This case is of interest as it is the 
first time in which the typical pneumococcus could be 
demonstrated in the suppurative exudate of the pia 
mater. The patient was a merchant, age, 39, taken sick 
with pneumonia of the right lower lobe, developing de- 
lirium, severe rigidity of the neck and the entire spinal 
column. The presence of the pneumococcus was demon- 
strated in the cerebral tissue and was confirmed by ani- 
mal inoculation. ; 

Nearly a hundred years ago (Maryland Med. Re- 
corder, 1829, Vol. I, p. 396-398), Richard N. Allen, of 
Harford Countv, Maryland. reported a case of recovery 
from pneumonia. frontal abscess and meningitis. The 
patient was Sabina, a negro woman belonging to Ed- 
ward Prigg of Harford County. She became sick on 
the 13th of Januarv, 1827, with tvpical pneumonia. On 
the 20th day she became violently delirious; loud and 
incoherent in speech. Cerebral symptoms continued for 
several days. Allen debates whether the disease of the 











head was coincident with the pulmonary affection or 
was caused by metastasis. 

Arnell, in 1810-11, reported on his observations of 
cerebrospinal meningitis (spotted fever), as it appeared 
in Orange County, New York, in 1808 and 1809. 

T. C. Ely (Oct., 1900), of Philadelphia, reported a 
case of recovery from meningitis complicating pneu- 
monia—a boy aet. 6 years; the case resembled one of 
tuberculous meningitis. Pus from the ears, showed 
pneumococci and pyogenic organisms. 

L. Emmett Holt and Josephine Hemenway, Babies 
Hospital, N. Y. (1905), reported a case of recovery 
from pneumococcic meningitis—a little child, aged 2 
years. Lumbar puncture gave fluid under high tension. 
Cultures showed a fairly abundant growth of the pneu- 
mococcus. The patient had pneumonia of the entire 
left lung. The spinal fluid was clear. The patient was 
discharged well, on the 24th day of disease. 

Italo Righi reported an instance of recovery, in a 
girl aet. 13 years. Blood and feces showed virulent 
pneumococci. He also reports two other fatal cases. 

Jemma reported 2 cases of recovery—one in 1896, in 
No. 39 of the Gazz. defli. ospedalie dell cliniche and 
the second case in 1897, a man aet. 20. 

Grober (1910) reports 2 fatal cases and one that 
ended in recovery. The recovered case of purulent 
pneumococcus meningitis occurred in a girl of 8. She 
was a twin and had never been very strong. The spinal 
fluid showed many leucocytes and many pneumococci. 
Romer’s pneumococcus serum was given subdurally 
three or four times. The spinal fluid was as turbid 
(purulent) and contained as many pneumococci as the 
fluid of the two fatal cases. 

Robert 'G. Torrey, of Philadelphia, told me he treated 
a case of pneumococcus meningitis successfully with 
Lamar’s soap, boric acid and serum mixture during the 
World War (patient was a soldier). 

Eagleton and Martland of Newark, New Jersey, 
know of a case of pneumococcic meningitis that recov- 
ered. Martland told me of this case, in conversation 
with him in Newark. There are no doubt other in- 
stances of recovery from true pneumococcus meningitis 
that have never been reported. 

C. Nauwerck (1881) discusses 17 cases of suppur- 
ative meningitis in croupous pneumonia collected from 
the Zurich Clinic, Prof. Huguein, and the Nursing 
Home at Rheinau and Municipal Hospital, and 12 others 
from the literature. He concludes that he does not be- 
lieve that any of the few cases of recovery reported in 
the literature were definitely proved to be meningitis; 
most of them were in children or young people. This, 
of course, was his conclusion nearly fifty vears ago. 

Cordua’s recovered case (1921) was probably due to 
streptococcus mucosus. Pneumococcic serum was given 
intravenously and optochin intraspinally. The patient 

was a boy 5 years old. He had very severe stiffness of 
the neck, positive Kernig, and very turbid spinal fluid 
under increased pressure. He states Wolf and Leh- 
mann were the first to use intraspinal injection of opto- 
chin in pneumococcic meningitis, and mentions that it 
was used successfully by Lowe, Lippman, Rosenow, and 
Meyer. 

Sebilleau and Pasquier reported a recovery in a 
woman 23 years old. The spinal fluid contained many 
polynuclear cells and poorly developed pneumococci. 
After the second lumbar puncture was made 5 c.c. of 
electragol were injeted. She was admitted to the hos- 
pital on:March 10th and on March 23rd she was prac- 
tically cured, ate well, and presented no sequellae. 

J. Porter Parkinson (1904) reported a case of pneu- 
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years, that ended in recovery. He concludes that “it 
is very probable that such complications are not so rare 
as has been hitherto supposed, for bacteriological ex- 
aminations of the spinal fluid in the cases which recovery 
have not often been recorded.” 

F. Bardachzi (1920) reports nine cases of epidemic 
meningitis of which 7 were cured and two died. He 
also reports two recovered cases of pneumococcus men- 
ingitis. 

Lawrence Litchfield, of Pittsburgh, cured five out of 
ten cases of proved pneumococcus meningitis by the use 
of Keyes antipneumococcus serum intravenously and in- 
traspinally. 

Theodore M. Sanders cured his case by the use of 
autogenous serum injected into the subarchnoid space 
and the use of immune blood serum (postpneumonial ), 
and repeated lumbar punctures. 

Blechmann, G. (1921), Tillgren, Otten, Dabney and 
Graves (1922), Kennedy (1917), Bickel (1922), Acuna 
and Casaubon (1924), Boinet (1918), Lecrerz and Van- 
haecke (1911), King (1926), Milan and Chiray (1902) 
Guinon (1901), Darolles (1874) and many others have 
reported fatal cases of pneumococcic meningitis and dis- 
cussed the subject. 

Matthes treated three patients with intraspinal injec- 
tions of antipneumococcic serum and all died (Med. 
Klin., 1908, IV, 733). 

Kleinschmidt’s (Med. Klin., 1911, VII, 1195) case 
recovered. 

Schlesinger’s (Wien. med. Wechnschr., 1911, LXI, 
40) patient recovered. 

Grober treated 2, one of which recovered and one 
died (Munchen. med Wchnschr., 1910, LVII, 1332). 

Rolly, Fr. (Deutch. med. Wchnschr., 1911, XX XVII, 
774) reported ten instances of recovery following mere 
lumbar puncture and withdrawal of spinal fluids (Rolly, 
Fr. and Kleinschmidt). 

Lamar, R. V., says, “the mixture of sodium oleate, 
boric acid and antiserum, holds out greater promise than 
the use of antipneumococcus serum alone—because an 
antipneumococcus serum is at best active only against 
the homologous organism or organisms the types of 
which have been employed in its preparation.” 

Recoveries from pneumococcus meningitis have re- 
sulted from various forms of treatment. Cisternal-lum- 
bar irrigation with Ringer’s solution was used in the 
treatment of meningitis by Eagleton (1922) and Aver 
(1924), Selling, Crothers and others. 

Haynes and Kopetzky (1912) devised an operation 
for drainage of the meninges through puncture of the 
cisterna magna. This was later used also by Anton and 
Schmieden (1917) and Schmieden and Scheele (1921). 
Beriel (1919) and Eskuchen (1922) in Germany, em- 
ployed sphenoidal puncture of the chiasmatic cistern. 

Ravaut and Krolunitsky (1915) in France, used cer- 
vical and thoracic puncture of the spinal subarchnoid 
space. 

Antipneumococcic serum, autogenous serum and vac- 
cine, antibody solution (Huntoon’s), Keyes serum, La- 
mar’s sodium oleate, boric acid and serum mixture, free 
and continuous spinal drainage, cisternal-spinal lavage, 
ventricular puncture and lavage, mercurochrome—220 
solution, gentian violet, numoquin and optochin, vuzin, 
turpentine abscesses, etc., have all been tried. 

It appears that the best results should be obtained 
from the early use of antibody solution and repeated 
lavage through cisternal-lumbar punctures. Normal 
saline solution can be used until it returns clear, followed 
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by the injection of pneumococcus antibdy solution intra- 
thecally and intravenously. Optochin hydrochloride 
solution might be tried cautiously according to the 
method of Kolmer. 

At the Philadelphia General Hospital there have been 
treated about fifty cases of pneumococcus meningitis 
during the past six or seven years. Many of these cases 
came to necropsy. A number of these cases had pneu- 
mococcus vegetative endocarditis. Many cases of pneu- 
mococcus pneumonia with positive blood cultures were 
treated during the same period—but the spinal fluid was 
studied only in a small proportion of these cases, i. e., 
those which showed some evidence of meningitis. 
Probably, if the spinal fluid were studied in all cases of 
pneumonia showing positive blood cultures, a number 
of otherwise undiscovered instances of meningitis would 
be found. Only some of the more interesting and more 
completely studied cases will be abstracted in this paper. 

Thanks are due to all the visiting physicians of the 
Philadelphia General Hospital, from whose departments 
and services these records of cases have been taken. 

Thanks are extended particularly to Doctors J. C. 
Doane, J. C. Small, S. S. Cohen, Joseph Sailer, David 
Riesman, Ross V. Patterson, T. Le Boutillier, R. J. 
Hunter, D. J. McCarthy, T. G. Schnabel, G. M. Piersol, 
L. N. Boston, A. A. Stevens, H. B. Allyn, Wm. N. 
Bradley, B.. F. Stahl and J. W. McConnell. 


Endocarditis 


Recoveries from ulcerative and vegetative endocarditis 
have been reported by: Glibowski, W.; Clarke, J. M.; 
Sainsbury ; Smith, J. T.; Irvine, W. H. (1894) ; Wash- 
burn, J. W.; Henschen, S.; Cautley, E.; Coleman, W.; 
Davis, N. S.; Hepworth, Te Roussel, ‘A. |. Preble, 
Robison, W ells and many others. 

Instances of vegetative and ulcerative (infectious) 
endocarditis of the tricuspid valvé have been reported 
by Blix, Shaw, J. E., Verstraete, Debove, Finley, F. G., 
Trumbull, J.; Packard, F. A.; Steele J. D.; Robison, 
5 (recovery) ; Rondot, E.; Jolly, J.; Kirby; Mal- 
voz, E.; Carslaw, J. H.; Combemale : Hadden; Poula- 
lion, A. M.; Smith, W. G.; Williams, H. V.; White, 
W. H.; Duckworth, D; Passos, A.; Lenoble and La- 
hellec; Thomas and O’Hara; Lutembacher ; Goldstein, 
H. I., and others. 

George W. Norris, of Philadelphia (Med. Clins. of 
N. A., p. 1457, May, 1927) states that among 32,349 
cases of lumbar pneumonia, endocarditis was noted clin- 
ically in 144 (0.44 per cent). Among 2,639 fatal pneu- 
monias autopsied it occurred in 157 instances (5.8 per 
cent). 

John H. Pollock, on March 2, 1923, before the Royal 
Academy of Medicine in Ireland, reported the autopsy 
findings in a case of pneumococcic vegetative and ulcer- 
ative endocarditis, with a seondary abscess at the base 
of the heart, close to the root of the aorta, the pus yielded 
é pure culture of pneumococcus. There was a firm 
thrombotic mass on the aortic cusp. directly adjoining 
containing pneumococci (man, age 51, Hardwicke Hos- 
pital). 

Norris and Landis state that acute infectious (septic 
or ulcerative) malignant endocarditis is rare in young 
children; the great majority of cases occur in young 
adults or those in middle life. The tricuspid and the 
pulmonary valves are most rarely affected, the mitral 
and aortic more commonly (3rd Ed., 1924, Norris and 
Landis, Dis. of the Chest., Saunders). 

~~ Nora.—Recoveries from tuberculous — | have been reported by 
pelt and Pardee (1920), Thomalla (1902), Avanzino (1903), on, 


CG (949), Sepet, P. (1902), Barth, K. (1902), West, S; (1895); 


Napier, A . (1898), and others. 
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Henke (1901) cites three cases of pneumococcic en- 
docarditis. Only one of his cases showed to some ex- 
tent the characteristics named by Kerschensteiner. In 
this case there were fairly smooth yellow-greenish look- 
ing excrescences, a sort of middle form between verru- 
cous and ulcerous endocarditis. His other two cases 
were typical forms of verrucous endocarditis. He does 
not believe that pneumococcic endocarditis occupies a 
special position. He believes with most authors that the 
course of pneumococcic endocarditis is a rapid one and 
that chronic diseases of the heart predispose to this 
affection. He believes that the diagnosis is frequently 
not made clinically because the affection of the heart is 
over-shadowed by the severe general symptoms which 
are those of sepsis. 

Kerschensteiner considers the following points to be 
characteristic, if they are found together, of pneumo- 
coccic endoarditis : 

1. Middle form between ulcerous and verrucous en- 
docarditis (endocarditis polyposa, Ziegler). 

2. Enormous vegetation with broad base. 

3. Smooth and discolored surface. 

4. Tendency to softening. 

Heschl (1862) even in pre-bacteriological time. was 
surprised at the simultaneous appearance of pneumonia 
and ulcerous endocarditis and was inclined to assume 
a causative connection between pneumonia and the af- 
fection of the cardiac valves. Later on when bac- 
teriological examinations were made of the excrescences 
on the cardiac valves, several bacteria were found in 
endocarditis which appears at the same time of or fol- 
lowing croupous pneumonia. Either the same patho- 
genic bacteria were found which one usually finds in 
the pneumonic lung, the Frankel-Weichselbaum pneumo- 
cocci, or the pyogenous staphylococci and streptococci. 
In rare cases both varieties of bacteria were found pres- 
ent. 

Gibert (1898) reported a case of primary malignant 
(pneumococcus) endocarditis in a girl 23 years old. She 
also had syphilis. There was a large, strawberry-shaped 
tumor on one of the mitral valve leaflets. The other 
valyes were normal. Pericardium was normal. There 
was some static congestion of both bases. Brain and 
meninges were normal. Direct microscopic examina- 
tions, cultures and animal inoculations showed the pres- 
ence of the pneumococcus in the splenic infarcts, in the 
peritoneal fluid and on the mitral valve. 

Barie, E. (1886), reported a case of infectious (pneu- 
mococcus) vegetative endocarditis of the mitral and tri- 
cuspid valves in a tuberculous patient (a man) who 
died of a right apical pneumonia. The pneumococci 
were present in the endocardial lesions, there were many 
infarcts in the spleen and kidneys, and suppurative men- 
ingitis of the left parietal cerebral convexity. The two 
mitral leaflets showed three cauliflower (grayish) veg- 
etations the size of a small nut. These vegetations were 
so disposed that the mitral orifice was reduced to a 
simple, irregular slit. All of the vegetations were 
covered with thin fibrinous masses and one was slightly 
ulcerated. 

Hoff, A. (1902), reported a case of (a mechanic, aged 
39 years), a primary pneumococcic endocarditis ulcerosa 
with consecutive pneumococal lobar pneumonia which 
developed after embolism, a rather unusual picture. 
There were fresh endocardial ulcerous lesions of the 
mitral and aortic valves, with numerous polypoid ex- 
crescences. He mentions the case of Weichselbaum, as 
the only other one in the literature, in which the diplo- 
coccus pneumoniae was demonstrated to be the cause of 
the valvular vegetation, but where otherwise no changes 
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were found in the body which could be traced to this 
organism. 

Weichselbaum, A. (1888), does not mean by “pneu- 
mococcic endocarditis,” any valvular inflammation which 
developes in the course of or following pneumonia, but 
only that form which is evoked by the same organism 
as pneumonia regardless whether it occurs following 
pneumonia or entirely independent of it (primary en- 
docarditis ). 

He mentions the five cases of ulcerous endocarditis 
coexisting with pneumonia alone or with meningitis, re- 
ported by Heschl. Weichselbaunt, reports six cases 
of proved pneumococcic endocarditis. Pure cultures 
were obtained, and he succeeded in producing either en- 
docarditis or pneumonia in animals according to the 
mode of administration. 

He states that as regards the frequency of pneumonic 
endocarditis, no precise statement can be made, as the 
observations are yet barely sufficient. According to 
Weichselbaum’s own experience, he found it 7 times in 
33 cases of endocarditis, therefore in about 1/5 of the 
cases. This alone proves that the occurrence is not 
rare. Weichselbaum believes the following may be said 
regarding certain characteristics by which pneumococcic 
endocarditis can be distinguished from the other forms 
of acute endocarditis. It may occur under the anatomical 
form of ulcerous or verrucous endocarditis, but, it ap- 
pears, more frequently in the first form. In his cases 
it appeared six times as ulcerous and only once as ver- 
rucous endocarditis. It involves the aortal valves most 
frequently and frequently leads to the formation of 
large occasional polypous vegetations upon the valves. 
He differs with Netter who states that infarct formation 
is rare, as he observed it five times in 7 cases. In most 
cases there is a pneumonia besides the endocarditis. The 
pneumonia either precedes the endocarditis, which is 
most frequently the case, or it is co-existing. There 
are also cases in which the endocarditis may develop 
entirely independent of pneumonia. According to 
Weichselbaum’s observations and those of others, it has 
been demonstrated that pneumonic endocarditis is not 
infrequently combined with meningitis or cerebrospinal 
meningitis. 

Rendu’s (1899) patient, a man 39 years old, died of 
infectious vegetative (aortic) endocarditis and acute 
suppurative meningitis. On two of the leaflets of the 
aortic valve there were large vegetations and one of the 
valves was perforated. The lungs showed congestion 
and the bronchi contained pus. 

Sakhatsky, I. V. (1903), reported a case of fibrinoid 
inflammation of the lungs complicated by pneumococcal 
endocarditis and pericarditis. Sputum and blood con- 
tained pneumococci (Frankel’s). The tricuspid valve 
was thickened and between the anterior and inner cusps 
some vegetations were found, which contained a yellow- 
reddish exudate; the aortic and bicuspid valves were 
also involved. 

Darolles’s (1874) case of pneumonia of the right apex 
occurred in an alcoholic, a man aged 41 years. This 
patient also had purulent meningitis of the convexity of 
the brain and ulcerative and vegetative endocarditis. 
The posterior leaflet of the aortic valve was pierced com- 
pletely. The opening was surrounded by small vegeta- 
tions the size of a millet seed. All other leaflets and 
valves were normal. There was about 200 c.c. of fluid 
in the arachnoidal cavity and marked injection of the 
meninges. There was thick pus over the convexity of 
the brain. 

Chauffard (1905), reported a case of pneumonia and 
latent pneumococcic endocarditis in a man 50 years old. 
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The arachnoidal cavity contained a little sero-purulent 
fluid. One of the sigmoid leaflets showed vegetative 
endocarditis. This lesion protruded into the ventricular 
cavity and at its base there was an ulceration which 
transformed it into a valvular aneurism. 

Capogrossi’s (1926) case, a woman 29 years old, re- 
covered from severe hemorrhagic pneumococcus peri- 
carditis, over 500 c.c. of hemorrhagic exudate were 
withdrawn. Fraenkel’s diplococci and many polynu- 
clears and erythrocytes were present in the fluid. 

I have referred, in a previous paper, to Finley’s case 
of pneumococcus endocarditis of the tricuspid valve, and 
to cases reported by Trumbull (1889), Palmer (1919), 
Preble (1904), Wells (1902), Thomas and O’Hara 
(1920), and Locke (1924). 

S. MacCuen Smith, of Philadelphia (1922), in “A 
Discussion on Meningitis,” refers to a case of a man 
aged 49 years, treated at the Germantown Hospital, who 
recovered from a double pneumonia, right suppurative 
otitis media, mastoidectomy, and pneumococcus menin- 
gitis. The patient received 125 ¢.c. polyvalent anti- 
pneumococcic serum intravenously and 50 c.c. intraspin- 
ously following lumbar puncture. He also reports 2 
fatal cases in men aged 52 and 45 years respectively. 
Smith does not believe that lumbar puncture performed 
when the pneumococcus has invaded the blood stream 
induces a meningitis. 

Eagleton (1922) analyzes thirty-one cases of recov- 
ery from suppurative meningitis, including his own case, 
collected from the literature. Eagleton, however, over- 
looked a large number of proved cases of pneumococcus 
and other forms of purulent meningitis, that ended in 
recovery, and were recorded in the literature during 
the past twenty-five years. He only refers to the cases 
of pneumococcus meningitis of Beck (1), DuBois and 
Neal (2), Litchfield (5), and Rosenow (1), a total of 
9 cases. He reports a case of recovery from suppur- 
ative (probably meningococcic?) meningitis following 
compound fracture of the skull, treated by intra-cerebral 
subarachnoid irrigation. A white woman aged 45, 
treated at Newark City Hospital. 

Joseph C. Beck, of Chicago (Nov., 1913), reported a 
case of recovery from pneumococcus meningitis. The 
patient was a girl, aged 14 years, who had a violent acute 
mastoiditis with sinus thrombosis requiring jugular 
ligation, followed by general septic (pure cultures of 
pneumococci) meningitis. The operation of drainage 
of the cisterna magna, as suggested by Haynes, was per- 
formed. The patient was enjoying perfect health, nine 
months after operation. 

Case Reports 

Case I.—Pneumococcus (group IV) Meningitis. 
Harry B. Admitted to Philadelphia General Hospital, 
Medical Department, No. L1182. Service of Dr. L. N. . 
Boston, Chief; Dr. H. I. Goldstein, Assistant Chief. 
Drs. Sorkness and Shepard, Internes. Admitted 
4/28/25 died 5/16/25. Diagnosis: Meningitis Strep- 
tocci? (Pneumococcus (group IV). White male 
adult, aged 54 years; born in Philadelphia; occupation, 
cleaner. Patient sent in by District Physician with a 
diagnosis of Pleuro pneumonia. 

Chief Complaint—Pain in right chest. Shortness of 
breath. 

History Present Illness—Five days ago while patient 
was at work he developed a diarrhea which he says was 
very severe and lasted for about four hours. Shortly 
after this he began to have pains in his right chest, worse 
on respiration and cough. Went home and did not re- 
turn to work. Since that time his diarrhea persisted, 
4-5 movements a day until today, has had no movement 
today. Has been around the house, up and down, until 
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this morning when the doctor ordered him to bed. Has 
become progressively worse. Has had little or no cough 
and then only to bring up some phlegm from his throat. 
No bloody expectoration. Had no chill or no night 
sweats. 

Past History—Never been sick a day in his life. 

Family History—Negative except that mother had 
some lung trouble. 

Marital History—Single. 

Venereal History—Denied. 

Physical Examination— 

General—Fairly well developed, rather poorly nour- 
ished man of 54 years lying in bed. Complains of pain 
in his side and shortness of breath. 

Head—Scalp and cranium, negative. Eyes, pupils 
equal and regular. React well to light. Ears and Nose, 
grossly negative. Mouth and throat, teeth rotten. Pyor- 
rhea, gingivitis and dental caries marked. Pharynx and 
tonsils, negative. 

Neck—Cervical nodes enlarged. Thyroid not palpable. 

Chest—Asthenic type. Symmetrical but some diminu- 
tion of expansion on the right. There is flatness up to 
the angle of the scapula on the right and anteriorly to 
anterior axillary line. On auscultation there is a leath- 
ery pleural friction rub heard on the right both an- 
teriorly and posteriorly and posteriorly near the verte- 
bral column, on the left. Over the flat area the breath 
sounds are almost absent and vocal fremitus is not 
transmitted. No rales of. definitely pulmonic origin 
could be made out. Heart action tumultous. Second 
sound cannot be heard at the apex. Pulmonic second 
is markedly accentuated over aortic second. No mur- 
murs heard. Pulse full and bounding, rapid. Blood 
pressure, 125/72. 

Abdomen—Some rigidity of abdominal muscles but 
no definite tenderness on palpation vr muscle spasm. 
Liver and spleen not palpable. No masses made out. 

Extremities—Negative. 

Spine and Back—Normal. 

Reflexes—Normal. 

Temperature 101 F. 

Impression—Bilateral fibrinous pleurisy with prob- 
able effusion, right base. Acute bronchitis with possi- 
bility of broncho pneumonia. Pyorrhea, gingivitis and 
dental caries. 

4/28/25—Exploratory thoracentesis done in line with 
angle of scapula at about 10 I.C.S. on right. About 
100 cc of straw colored fluid removed. There was some 
more but this was not removed. On examination of 
chest after aspiration voice sounds came through bet- 
ter on right and friction rub was more marked. 

4/29/25—Patient’s temperature, pulse and respira- 
tion down this A. M. Still quite ill however. Few 
ciepitant rales heard at right base posteriorly this A. M. 
otherwise findings essentially the same. Impression 
broncho-pneumonia. 

4/30/25—Patient’s temperature still coming down. 
Feels better. Pleuritis remains unchanged, seems to be 
very little or no fluid. No rales heard this A. M. Trans- 
ferred from bridge to Ward 333. 

5/1/25—Final Service Note—Patient feels quite well 
but still runs an irregular temperature. Signs of pleu- 
ritis are diminishing and there are no signs of a pneu- 
monia. Still has some dullness at right base, but vocal 
resonance comes through, probably thickened pleura. 
Has high leucocyte count and many polynuclears in 
pleural effusion. May have had a pneumonia. 

Diagnosis—Extensive fibrinous pleurisy. Thickened 
pleura. Effusion, right base, now absorbed. 

5/8/25—Patient has had normal temperature for 
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three days. . Has no complaints. Is sitting up in bed and 
will be allowed B.R.P. tomorrow. 

5/14/25—The patient has been improving rapidly up 
and about in a wheel chair, etc. This P. M. he was 
suddenly taken sick. T.P.R. went up and he iapsed 
into a semicomatose state, occasionally attempting to 
talk. Could not pronounce his words plainly however. 
Examination of the eyes was negative, the left side of 
the face was flattened and drawn toward the right side. 
The neck was somewhat stiff. Biceps and triceps re- 
flexes were normal. Left knee and achilles jerks were 
positive, right seemed normal. No ankle clonus. No 
Babinski, except for the left side of the face there was 
no evidence of paralysis. Spinal puncture showed fluid 
pressure increased. Fluid was very cloudy and soon 
formed a pellicle. Microscopic examination of fluid 
showed many cells and intracellular chains of cocci 
which appeared to be streptococci (?) and were gram 
positive. 25 cc of antistreptococcic serum was given in- 
traspinally and 25 cc intravenously. After this tem- 
perature and pulse came down somewhat but respirations 
were rose steadily. 

5/15/25—Patient’s conditions seems worse today al- 
though temperature is slightly lower than last night. 
Spinal puncture showed the fluid to be under decreased 
pressure and only a small amount obtained: This was 
very cloudy. Cell count of 22,500. No organisms could 
be found in smears of this fluid. 25 cc of antistrep- 
tococcic serum given intraspinally and 75 cc given in- 
travenously. 

5/16/25—Patient has grown rapidly worse and died 
this A. M. at 10 o’clock. In view of the sudden onset 
with paralysis of the face it seems probably that the 
condition must have been either a localized meningitis 
or a metastatic affair coming from his previous pu/mon- 
ary infection or his empyema. 

Final Diagnosis—Old healed empyema. 
vleurisy. Bronchial pneumonia—practically 
Meningitis—localized ? Metastatic brain 
(Chambers ) 

No autopsy performéd. 

Laboratory Record: 

Urine Analysis: 

4/29/25—Amber ; acid ; 1020; ft. trace alb.; no sugar; 
granular casts 3 |.p.f.; mucus + +; epithelial 5 1.p.f. 

Blood : 

4/29/25—R.B.C. 5,100,000: W.B.C. 34,300: Heb. 
15.6: polys. 96: lymphos 4. 

Sputum : 

5 :1/25—Pneumococci (group IV) . 

Miscellaneous—Did not make a cc as coagulation had 
formed. 

4/28/25—Were much degenerated but seemed to be 
all polys, gram stain. Many gram pos. cocci occurring 
in parts and in short chains. 

5/14/25—Spinal Fluid—Pneumococci (group IV). 

5/28/25—Miscellaneous bacteria—gram pos. diplo- 
cocci. 

Case II.—Pneumococcus (II or IV) Meningitis. 
Harry B., Service of Dr. L. N. Boston, Chief; Phila- 
delphia General Hospital, Medical Ward, No. J7592. 
Dr. A. E. Blackburn, Assistant Chief. Dr. H. I. Gold- 
stein, Assistant Chief. Dr. Heiken, Interne. Admitted 
to hospital 2/9/22; died 2/10722. Diagnosis—Pneumo- 
coccic Meningitis (type IIT or IV). 

Patient a white male adult aged 39 years; occupa- 
tion, laborer; nativity, Penna. 

Admission note—history from friend—Patient has 
heen complaining of headaches for four weeks, but 
very badly for four or five days. Restlessness since | 
A. M. Wednesday. Vomited once last night about 10 
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Pp. M. (not propulsive). History of eye injury about 
12 years ago. Eyesight gone (left). Got O.K. but 
had occasional headache. Eye was bulging very much 
yesterday and Doctor gave some medicine. No history 
of convulsion or paralysis. Very little fever. 

Information from wife—Patient had an operation on 
left eye by Dr. Sweet at the Jefferson Hospital twelve 
years ago for a foreign body in this eye which he thinks 
was a piece of steel. He has been practically well since 
although he could never see out of this eye. He could 
just perceive light sensations in this eye. 

For the past five years he has had severe headaches 
over the left eye and over the left antrum. Last Satur- 
day he developed a severe headache over these areas, 
which became worse on Sunday. On Monday, Febru- 
ary 6th, he went to a physician who cleaned out his nose 
with some sort of an instrument. This relieved his 
headache for about ten or twenty minutes whereupon 
the headache returned with increased severity. Went to 
bed and on Tuesday he became delirious. His wife 
found him in the bath tub on Tuesday evening sitting 
in cold water and covered with soap. Summoned a 
physician who tried to get him in Kirkbrides for in- 
sanity. Another physician was called who made the 
diagnosis of Meningitis and sent him here. 

His wife did not give much of a history of swelling 
of the eyeball but said it was slightly puffed on Mon- 
day last. 

Physical Examination—Patient is a well developed, 
well nourished adult white male in an apparently critical 
condition. He is semi-conscious, delirious, tossing about 
in the bed. His respirations are rapid. The face is 
crawn and flushed. His body is covered with an erythe- 
matous, patchy, papular eruption which appears mostly 
con the buttocks, eblows and back where he has been 
rubbing these surfaces as he tosses about in bed. 

Physical Examination : 

Head—No evidence of fracture. Just above the left 
eye there is a scar from an old injury. 

Eyes—The left eyelid is slightly puffed and red. Ten- 
sion over both eyeballs is about equal. The left pupil is 
dilated and the iris is gone in places. This appears 
more like a traumatic than an operative scar. The right 
pupil is dilated and reacts sluggishly to light. 

Nose-—Black encrustation present. No wound or 
deformities. 

Ears—No evidence of trauma. Canal is clear. 

Mouth—Lips, teeth and palate covered with sordes. 
— is fetid. Post pharynx is injected. No hemor- 
rhage. 

Neck—Marked rigidity of neck muscles. The en- 
tire body moves with the neck. 

Chest—Expansion normal and equal. Percussion 
resonant throughout. . Breath sounds clear. No rales 
heard. The examination was very unsatisfactory because 
cf the condition of the patient. 

Heart—Apex in 5th interspace in midclavicular line. 
Sounds irregular extra systolic in type. Sounds other- 
wise good. No murmurs. : 

Abdomen—Tasche cerebral present. No masses vis- 
ible or palpable. 

Extremities—Reflexes exaggerated. Kernig’s sign is 
positive. 

Impression—Meningitis. 

2/9/22—2 :30 A. M. Lumbar puncture. Fluid milky 
«nd under considerable pressure. 40 cc withdrawn and 
30 cc antimeningococcic serum introduced. While at- 
taching the syringe to the needle to inject the serum the 
patient suddenely straightened his back and broke the 
needle. About three inches of the needle remained in 
the puncture wound. 
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9. A. M.—Patient is comatose, breathing rapid and 
labored. Heart action labored. Extra-systolic arrhyth- 
mia present. A few moist rales heard in the chest at 
both bases. Laboratory reports numerous organisms in 
the fluid which appear more like streptococci or pneu- 
mocci than meningococci. The fluid was too clotted for 
a cell count. Fed through stomach tube (milk and eggs). 

6. P. M.—Patient is gradually getting weaker. La- 
boratory reports they are unable to type the organism 
they suspected of being the pneumoccus. 

2/9/22—6 P. M. Lumbar puncture again done. 
About 15 c.c. of bloody turbid fluid was withdrawn and 
not under pressure. 10 c.c. of antimeningoccic serum 
introduced. Patient again fed through stomach tube. 

2/10/22—Patient is decidedly weaker. Lips are 
cyanotic, breathing is Cheyne-Stokes type. Chest is 
filled with coarse, moist rales and heart sounds are in- 
audible. Laboratory reports a gram positive diplococ- 
cus and some short chainlike organims. 

11:15 A. M.—Patient died. 

Diagnosis: Meningitis (Pneumococcic) ? 

C. A. Haiken. 

Laboratory reports that the predominant organism 
was a pneumococcus, hut has not been definitely typed. 

j A 

No autopsy. 

Laboratory Report: 

Blood Analysis: 

2/9/22—W .B.C. 16,300; polys. 88 per cent ; Lymphos. 
10 per cent; Mono. 2 per cent. 

Case III. Pneumococcus (IV) Vecetative Enpo- 
CARDITIS AND MENINGITIS 

Emily B.: Autopsy Report. No. 7631. 
eral Hospital. 

Service of Dr. L. N. Boston, Chief; Drs. A. E. Black- 
burn, H. I. Goldstein, Ass’t. Chiefs. Dr. Gonzalez, In- 
terne. 

Performed 22 hours after death by Dr. R. S. Me- 
Ginnis, Philadelphia General Hospital. 

Clinical Diagnosis—Lobar pneumonia; Pneumococcic 
meningitis. 

Bacteriological Diagnosis — Heart blood: Sterile. 
Frontal sinus-sterile. Sphenoidal sinus-sterile. Middle 
ear—B. Coli communis. Sub-dural pus-pneumococcus 
IV. 

Gross Anatomical Diagnosis: 

Heart—Ac. myocarditis; fibrosis and ac. vegetative 
endocarditis. 

Lungs—Left sided lobar pneumonia. 

Spleen—Ac. congestion. 

Kidneys—Diffuse nephritis and slight chr. interstitial 
nephritis. 

Liver—Cloudy swelling. 

Pancreas—Fibrosis. 

Brain—Pneumococcic meningitis. 

Histological Diagnosis: 

Heart—Acute vegetative endocarditis, mitral. 

Lungs—Congestion ; edema. 

Kidneys—Acute tubular nephritis. Hemorrhagic in- 
farct. 

Liver—Congestion. Cloudy swelling. 

Pancreas—Postmortem changes. 

Adrenal—Congestion. 

Brain—Suppurative meningitis. Cerebral edema. 

Cause of Death—Pneumonia due to pneumococcus, 
group IV. Acute meningitis due to some organism. 
White woman. Age 53 years. 

Admitted 4-2-1923. Left massive pneumonia. 
Internal Examination: 
Thoracic Viscera in normal positions. 
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marked adhesions over entire lung on left side, the pro- 
cess being greatest at the apex where there is evidence 
of plastic pleuritis. Right lung shows a few adhesions 
at the apex. 

Pericardium—Shows no gross lesions, and no excess 
of fluid. 

Abdominal viscera in usual positions. No adhesions 
of free fluid. 

Right rectus shows hematoma of a few days duration. 

Heart—Weighs 310 gm. Epicardium shows no gross 
lesions. No sclerosis of the coronary vessels. Muscle 
tissue is soft and flabby and cuts easily. Cut surface is 
pale next to the endothelium, and throughout the myo- 
cardium and papillary muscles occasional small areas of 
fibrosis are seen. An acute vegetative mass is present on 
the mitral cusps. The anterior aortic cusp shows slight 
thickening and calcification. 

Left Lung—Weighs 650 gm. It shows a massive 
pneumonia in the stages of beginning resolution, and 
shows purulent bronchitis. 

Right lung—Weighs 465 gm. Marked congestion and 
oozes considerably bloody fluid on pressure. At the apex 
are too small pea-like nodules, healed lesion of an old 
T. B. process. ; 

Spleen—Weighs 230 gm. measures 14 by 9 by 2% cm. 
Organ is soft and flabby. It cuts easily and shows evi- 
dence of marked congestion. 

Left kidney—Weighs 170 gm., measures 11 by 6% 
by 3% cm. Capsule strips with slight difficulty and 
leaves a pale, granular surface. Glomeruli indistinct 
and cortical pyramids are scarcely distinguishable. There 
are a few areas of fibrosis at the site of old infarcts at 
the margin of the organ. Kidney feels soft and cortex 
and medulla are not well defined. 

Right kidney—Weighs 170 gm., measures 11% by 
7 by 3cm. It is similar to fellow. 

Liver—Weighs 1685 gm. Edge is sharply rounded. 
Organ cuts with usual resistance and shows no gross 
lesions. 

Pancreas—Shows slight increase of density and cuts 
with slightly increased resistance. 

Brain—Weight 1120 gm. Examined by Dr. Freeman. 
The brain is of average size and quite soft. Over the 
convexity the pia is much thickened by a fibrinopurulent 
exudate of greenish-yellow color which fills up many 
of the fissures but which can be stripped fairly readily. 
There is even more exudate about the base and the pon- 
tile structrues are recognizable with difficulty. The 
veins are very prominent and there is some congestion 
of the whole brain. 

Diagnosis—Pneumococcic meningitis. 

Brain—Microscopic examination: 

Everywhere the meninges are thickened by fribino- 
purulent exudate, and in some places the small vessels 
near the surface have collars of leucocytes. There is 
considerable cerebral edema and the ganglion cells show 
moderate chromatolysis. 

Diagnosis—Suppurative meningitis. Cerebral edema. 

The clinical record in this case showed: On examina- 
tion a massive left pneumonia. Nine days after admis- 
sion she developed signs of meningitis. Spinal fluid 
showed 4,200 cells, and group IV pneumococcus. Blood 
culture—pneumococcus IV. HW’. B. C.—20,100. 90 per 
cent polys. 

Case IV. Pneumococcus (IV) MENINGITIS 
Luther E. Black. 10 mos. old. No. Ped. B. 2366. 
Service of Dr. T. LeBoutillier. Interne Dr. North; 

Phila. Gen. Hosp. 

A re-admission and clinic case. 

ee 
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Attending clinic and told to bring it into P. G. H. but 
mother didn’t. Two weeks ago he had what was probably 
an Orchitis and she brought it to Children’s Hospital 
where it was treated in Out Patient Clinic. 

Thursday he had a cold and began to cough. Vomitted 
six times Thursday; no vomiting since. Mother says 
it nurses by breast and good. , 

Mother says she noticed child getting a stiff neck 
Sunday morning. Mother says the baby looks worse than 
at any other time to-day; she describes some of its 
actions like it was “going to be a spasm.” 

Impression—Meningitis. (C. R. Mullen.) 

Admission Note 12-5-26. 

Patient admitted at 12 noon—semi-comatose. Temp. 
102.4—pulse 130 per min. 

Patient lies quiet and almost motionless—occasionally 
cries out loud for an instant. 

Neck—Board like, rigidity—head drawn slightly back- 
ward. Extremities also rigid. Kernigs sign positive. 

Throat—Apparently normal. 

Chest—There is some impairment of resonance over 
right apex posteriorly. Breath sounds somewhat dis- 
tant over some area. Over left apex, breath sounds 
harsh and exaggerated. No rales. 

Heart—Regular rhythm—130 per min. No murmurs. 

Abdomen—No distension—no tenderness—no masses. 

Extremities—Knees and elbows flexed, markes spastic 
rigidity. Kernigs sign positive. 

Impression—L. Meningitis. 
(Dr. Branley). 

2.00 P. M. 

Spinal Puncture done. About 70c of spinal fluid taken 
out under slightly increased pressure. Fluid cloudy. 

12/6—Child’s condition very weak. Lies on his side, 
knees flexed up to abdomen. Arms flexed, fingers 
tightly closed with thumb held under Ist finger. Neck 
very rigid, marked opisthotnis. Hyperesthesia of whole 
body. Kernig’s and Brudzinski sign positive. Child is 
a typical text book picture of Meningitis. 

Spinal puncture—1 Cc. of very purulent spinal flaid 
withdrawn. 15 Cc. anti-meningococcic serum given 
intra-muscularly. 

12/7—Cisterna puncture, fluid under terrific pressure, 
and turbid. About 25 Cc. removed. 15 Cc. of anti- 
meningococcic serum given, after fluid was removed. 
% hr. after giving serum, baby’s legs relaxed, and he 
began to kick them around very easily. Hands relaxed, 
fingers extended. Child takes feedings well. Seems 
much better. 15 Cc. anti-meningococcic serum, intra- 
muscularly. 

12/8—Child’s condition suddenly became worse this 
morning. Seems to be suffering from respiratory failure. 
Spinal puncture, 1 Cc. of almost clear pus, yeliowish 
color. Cisterna juncture, 5 Cc. turbid, colorless fluid: 
not under pressure. 10 Cc. anti-meningococcic serum, 
given after serum was withdrawn. 

Culture report of spinal fluid, Pneumococcus IV. 

12/9—Final Note.—Child died of respiratory failure 
very rigid, Opisthotonos more marked. : 

Final Diagnosis—Pneumococcic Meningitis. 
North.) 


Probably tuberculosis? 


(Dr. 


LABORATORY REPORT 

Urine—12/6/26. 

Color—D. Amber. 

Reaction—Acid. 

Sp. Gr.—Q. Insuf. 

Alb.—0. 

Sugar—0. 

Microscopical—Few Leucocytes, Mucus, +. 
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Blood—12/6/26. 

W. B. C.—21,900. 

Polys.—76. 

Lympos.—19. 

L. and Trans.—5. 

Spinal Fluid—12/5/26. 
Wasserman—Anti-Complementary. 
Colloidal Gold—1111222111. 

12/6/26. 

Sugar too low to count. 
12/7/26. 
Cell Count—367 Polys predominating. 
Globulin—Heavy trace. 
12/6/26. 
Cell Count—8235. 
Globulin—Heavy. 
Misc.—57 polys. 
32 lymph. 
4 Endo. 
7R. B.C. 
Many bacteria—IV pneumococci. 

12/7/26. 

Smear—Many gram—positive diplococci. Many 
pneumoccoci. No meningococci. 


Autopsy Report. No. 17,734 


Luther E., 

Service of Dr. LeBoutillier, Chief; Dr. North, In- 
terne. 

Performed 4 hrs. after death by ‘Dr. Walsh, Phila. 
General Hospital. 

Clinical Diagnosis—Pneumococcic Meningitis. 

Bacteriological Diagnosis—H. B. B. Coli communi. 

Gross Anatomical Diagnosis—See Neurological Diag- 
nosis. 

Brain—1. Meningitis, purulent type 

If color is taken, appears like a pneumococcic meningi- 
tis. 

Histological Diagnosis: 

Heart—Cloudy swelling. 
Lungs—Bronchopneumonia. 
Spleen—Vongestion. 
Kidney—Cl. swelling. 
Brain—Acute meningitis. 
Liver: Cl. swelling. 

Internal Examination—On opening the body it is noted 
that the pericardium is smooth and glistening. 

Heart—is of usual size and the endocardium shows 
no gross pathology. The aorta throughout its entirety 
is smooth and glistening. 

Lungs—Are voluminous, contain air and no pneu- 
monic patches are noted throughout. 

Spleen—Is small; its capsule is smooth. On section, 
the splenic follicles are prominent. 

Adrenals are normal. 

Kidneys—Are of normal shape and size. The capsule 
is smooth and strips with ease and the cut surface is 
pale pink in color with cortex and medulla presenting 
their usual relation. Ureters and bladder are normal. 

Liver—Is smooth, firm, and on section the usual liver 
mottling is present. Esophagus, Stomach, Pancreas and 
Intestines are normal. 

The brain was removed and weighs 825 gms. 

Microscopic Description—Microscopic examination 
confirms diagnosis of an acute meningitis with polynu- 
clear cell collection in membranes. 

Microscopic Diagnosis—Acute Meningitis. (Dr. Win- 
kelman. ) 

Gross Description. 
Specimen—Brain, weighing 625 gm. 
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Brain—The feature of the case lies in the very marked 
yellow green purulent exudate which covers the whole 
brain, with the exception of an area of about 5 x 3 cm. 
on the most superior portion of the right cerebral hemi- 
sphere. 

The volume of the specimen is not abnormal for an 
infant of ten months. 

There is no asymmetry. 

The consistency while soft and spongy, is not ab- 
normal for an infant’s brain. 

The dura was not attached to the specimen, but re- 
mained with the skull cap. 

The pia arachnoid presents the marked purulent exu- 
date, within the meninges. It is general, with the ex- 
ception of the area as described above over the superior 
surface of the right cerebral hemisphere. It is thickest 
about the case, and over the left cerebral hemisphere. 
Convex surface. About the base all the structures are 
plastered down. 

Due to the exudate it is impossible to see the con- 


‘volutions except over the left cerebral hemisphere, su- 


perior surface. Here there is an absolutely flattened sur- 
face, with engorged arterioles. 

The vessels at the base as seen plastered down are not 
abnormal in size. 

Brain on section of horizontal plane: 

The consistency seen to be that of an infant’s brain. 
It is soft and has a spongy consistency. 

In the right lateral ventricles, posterior portion, there 
appears a mass of congulate, about lcm. in cross section. 
It is light green in color. The ventricles are filled with 
a clear white fluid. 

On section of the pass, and dentate, nothing is ab- 
normal, other than the area of exudate, which is here 
and in other places about 2-3cm. in thickness. 

Sections taken for study and put in 80% alcohol: 

1. Left parietal with exudate. 
2. Bone with vessel and exudate. 
3. Dentate, with portion of cerebellum. 

Gross Diagnosis—1. Meningitis, purulent type, if 
color taken, appears like a pneumococcic meningitis. 
(Dr. Richardson. ) 


Case V. Pneumococcus (IV) MENINGITIS 


Luther M., Black, 37. No. Med. L. 794. 

Service of Dr. D. Riesman; Interne, Dr. Kepler; 
Phila. General Hospital. 

All right until 5:00 A.M. 3/5/25 at which time he 
fell over unconscious and was found on the floor in 
that condition. 

Diagnosis—Uremic (coma) 

Patient too ill to obtain family history. 

Patient seen on admission. Is a robust colored male 
about thirty-five years of age, in coma from which he 
cannot be aroused. Temperature 103.6—Pulse 92. 
Respiration 52. Has periods of restlessness but is quiet 
as a whole. No muscular twitchings. Moves both arms 
and legs. No uremic odor to breath. 

Head is negative. Pupils are dilated, equal 6Mm. 
in diameter and fixed to light, Fundi show no definite 
changes, but there is some opacity of the media on the 
right. Both epitrochlear glands are palpable and there 
are palpable glands in both inguinal regions. The tongue 
is red and dry. Jaw cannot be opened. The pharynx 
can not be examined. The respirations are shallow and 
rapid. The chest is resonant throughout. No rales or 
alterations in the breath sounds could be detected. The 
heart is not enlarged to percussion. There are no mur- 
murs or thrills. A2 is accentuated. Pulses are rapid 
thrills and full. Heart rate accelerated. Occasional ex- 
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B.P. Liver 


Spleen not palpable. 


trasystoles. 
128 

not enlarged to percussion. Skin over lower abdomen 

presents a peculiar lesion. There are ovoid papular mod- 

ular lesions healing with pigmented scar tissue. Some of 

the lesions are slightly ulcerated and crusted—vary in 

size from pea size to size of diagram. 

There are numerous scars on the body 

which seem to be the results of a general- 

ized eruption. The genitals are negative except for a 

cystic feel in the right side of the scrotum. So far 

as can be determined the cranial nerves are normal. 

The neck is stiff but not retracted, the tendon reflexes 

can not be elicited on the left and could barely be ob- 

tained on the right. There is no clonus or Bainski. 

There is a positive Brudzinkis sign (contra lateral re- 

flex) and Kernig’s sign. 

A large sized catheter was passed without difficulty 
and about oz X of amber urine obtained. Then exam- 
ined it, showed the following: 

Sp. Gravity—1020. 

Acid— 

Heavy cloud of albumen. 

No sugar. 

Centrifuged sediment showed a few leucocytes; num- 
bers of R. B. C., 2-3—hyaline casts per p.f., a few 
granular casts and amorphous urates. 

Spinal puncture done and about 30.0 Cc. of purulent 
fluid obtained which as the canal was drained became 
hemorrhagic. This was viscid and contained a mucoid 
stringy substance. Stained smears showed great num- 
bers of polynuclears and numerous gram positive diplo- 
cocci which seemed to have z capsule. Some of the or- 
ganisms were intracellular, but most of them were ex- 
tracellular. 

Blood shows a leucocytosis of the poly-morpho nuclear 
type. 

Diagnosis: 

1. Meningitis-purulent, probably pneumococcic. 
2. Undetermined skin lesion. 

3. Nephritis, type not determined. 

4. Lues. 

3/6/25—7 :00 P. M.—Patient is about the same or 
perhaps a little better. The coma is not quite as deep as 
last night, and this afternoon spoke one or two words. 
Last night as the spinal canal was being drained the 
fluid suddenly stopped. Spinal puncture was attempted 
twice since then and no fluid could be obtained although 
the needle was in the canal. Attempt to aspirate the 
canal yielded about one-half cc of bloody fluid which 
when stained presented about the same picture as of last 
evening viz. many polymorphonuclear leucocytes with 
many gram positive diplococci, some of which were in- 
tracellular. The culture made of the spinal fluid last 
night showed numerous pin point colonies with a slight 
greenish halo. No bite solubility test has been made as 
yet and the bacteriology department has not submitted a 
diagnosis. 

1500 cc of saline given by hypodermocylsis. Catheter- 
ized and about 500 cc of deep amber acid urine con- 
taining a large amount of albumin was removed. Am 
inclined to believe that the patient has an occlusion of 
the foramina of Lushka and Magendie by the viscid 
exudate in the spinal fluid. 

3/6/25—10 :30 P. M.—Patient somewhat worse. Seen 
in consultation by Dr. Grant who did a cisternal punc- 
ture and drained about 30.0 cc of hemorrhagic. purulent 
fluid. This was followed by a short. generalized con- 
vulsion. Pulse became very rapid. B. P. 150/70. 
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3/7/25—Final note—Two hours after the cisternal 
puncture, breathing became “edematous” and patient 
died. 

Final diagnosis: 

1. Purulent Meningitis—probably pneumococcic 
with occlusion of the communication between the 
spinal canal and ventricles. 

2. Undetermined skin lesion. 

3. Lues? 

Nephritis—or chronic passive congestion? 

(Cultures to-day show typical pneumococcic colonics 
on blood agar plates. ) 

3/6/25—Urine—Color.—L. yellow. Sp. Gr.—1022 
Alb.—very light cloud. Sugar—O. Cicroscopical—Few 
leucocytes; crystal or amorph urates; Occ. Epithelial 
cells. 

3/6/25—Blood—Wasserman Negative. 

3/5/25—Blood—W. B. C.—16.800. 
Lymphos.—13. Eos.—1 

3/6/25—Blood Chemistry—Blood sugar.—115. Blood 
urean.—l1. Blood uric acid.—3.8. 

3/6/25—S pinal fluid culture—Pneumoccoci group IV. 
Spinal fluid culture Pneumoccoci group IV. 

3/7/25—Cisterna Puncture, culture, 
group IV. 

LutrHer M.—Avutopsy Report.—No. 9635. 

Service of Dr. D. Riesman, Chief. Dr. Kepler—lIn- 
terne. Performed 12 hrs. after death by Dr. B. Lucke. 
Phila. General Hospital. 

Clinical Diagnosis—Meningitis-purulent, 
pneumococcic. 

Bacteriological Diagnosis—Heart Blood—Sterile. Le- 
sion in abd. wall: No growth (material dried.) 

Gross Anatomical Diagnosis—Heart—Cloudy swelling 
—hyperthrophy and slight dilatation. Lungs—( Dr. Opie) 
no pathology. Spleen—dAc. splenitis. Kidneys— Marked 
tubular. 

Histological Diagnosis-—Cloudy swelling of heart. 

Internal Examination—Panniculus averages 2 cm, is 
normally fatty. It is not involved by the condition of the 
skin mentioned above. Muscles are powerfully de- 
veloped. Peritoneum is smooth and glistening. Organs 
occupy their usual position.. Thoracic walls are normal. 
Lungs are inflated, and none-adherent. No pleural fluid. 
Pericardium contains a few cc of clear serum. 

Aorta—Has normal calibre. Its elasticity is moder- 
ately diminished. There are a number of atheromatons 
patches. 

Heart—Weighs 480 gm. Organ is very large. par- 
ticularly the right side. Epicardium is smooth and glis- 
tening. Subepicardial fat is normal in quantity. Muscle 
is moderately flaccid. Left ventricular wall averages 
22, right 3mm; both walls have a pale brown, slightly 
turbid appearance and thev are fleshy throughout. 
Papillary muscles and chordae tendineae are normal. 
All the valve leaflets are delicate and have normal shape. 
Foreamen ovale is closed. Coronary artery is free from 
hyaline and atheromatous patches. 

Lungs—Together weigh 1175 gm. Referred to Dr. 
Onie—see later. 

Spleen—Weighs 150 gm. Organ is moderately en- 
larged, very flaccid, dusky. Capsule is smooth. Cut 
surface is reddish brown, detailes are poorly shown: 
follicles can just be recognized, trabeculse are obscured 
by a mushy pulp. 

Left Kidney—Weighs 240 gm. Measures 11 by 6% 
by 4 cm. Organ is flaccid. Capsule strips with ease 
leaving a smooth, very pale brown surface. Cut surface 
is dull, pale brown and bulges slightly. Cortex averages 
6 mm and neither glomeruli nor striations stand out. 
Pyramidal radiations have likewise a washed out ap- 
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pearance. Peripelvic fat is slightly increased. Ureter 
is normal. 

Right Kidney—Weighs 210 gm and resembles fellow. 

Bladder—Is distended. Mucosa is pale and unbroken. 
Prostate—Is normal in size. Cut surface is pale and 
normal glandular. There is a left hydrocele. 

Esophagus and Stomach—Normal. 

Liver—Weighs 2205 gm. It is moderately enlarged, 
flaccid, pale brown. Capsule is smooth. Cut surface is 
washed out in appearance; Lobules are barely visible. 

Gall Bladder—Negative. 

Pancreas and Intestines—Grossly normal. 

Brain removed. 

Sections—anterior abdominal wall, heart, kidney and 
liver. 

Skin—Skin surface shows along two edges of the 
block. The deeper layers show much pigment of brown 
granular appearance. Scattered throughout the corium 
are many large mononuclear cells. Their location is 
usually deep in the corium but in one area the epithelium 
is crde and these cells come close up to epithelium. 

Mar. 6th, 1925—Microscopic Description of the Spinal 
Cord—Sections show cord surrounded by an exudate 
which is packed with polymorphonuclears and red blood 
cells. 

Microscopic Diagnosis—Purulent Meningitis. 

March 7th, 1925.—Description of the Fresh Gross 
Specimen—S pecimens— 1. Brain. 2. Spinal Cord. 

Brain—Weight; 1490 grams. The specimen is large. 
There is no asymmetry. The cerebral hemispheres 
present a cortical surface which is absolutely flat. This 
is due to a general brain edema. The pia arachnoid has 
lost its lustre. About the base there is a very marked 
exudate, which occludes the interpeduncular space 


spreads forward slightly on the orbital surfaces of the 
frontal lobes and backward over the pons and medulia. 
The cisterna magna presents a well thickened white 


membrane. The meninges of the convex cerebral sur- 
face has a vellow cast. Under this membrane, more at 
the frontal poles and at the juncture of occipital and 
parietal areas, there is a well marked yellow green puru- 
lent exudate, resembling that due to pneumococcic in- 
fection. The cortex generally is reddened. This is par- 
ticularly noted about the base, the pons and medulla. 
The small arterioles are injected. The vessels at the base 
are of good size, are white, but do not show any marked 
sclerosis. 

Spinal Cord—The cord is generally swollen. 
dura fits as snugly as a glove. 

Tentative Gross Diagnosis—1. Purulent Meningitis— 
Brain and cord. 2. Brain edema. (‘Dr. Richardson. ) 

March 10, 1925—The pleura shows no adhesions. 
The lung is air containing and dry throughout. 

March 18, 1925—N. P. No. 25-31—Description of 
the Gross Specimen after Hardening: 

Brain—The gross description made while specimen 
was fresh is concurred in. On section of the cerebral 
hemispheres in a horizontal plane, no gross lesions made 
out. The cut surface show a general edema. The 
cerebellum on section shows no gross lesion. 

Spinal Cord—The cord is markedly swollen, in that 
the dura fits very snugly. On section of the dura from 
top to bottom the dura is seen to be thickened. Sur- 
rounding the cord proper, and under the dura is adher- 
ent blood clot about 2mm in thickness. This extends 
from the upper cervical region to the lower thoracie. 

Parafin—1. Right Frontal. 

Gross Diagnosis—1. Purulent Meningitis. 2. Hem- 
orrhage into the subarachnoid space of the spinal cord. 
(Dr. Winkelman. ) 
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April Ist, 1925—Microscopic Description of the 
Brain: 

Frontal Lobe—There is a marked infiltration of the 
pia-arachnoid, the infiltration being mostly polymorpho- 
nuclear invasion. This is more marked in the fissures, 
and lessens as the crests of the convulsions are op- 
proached. The vessels are congested in the brain sub- 
stance, and in the meninges, where free blood is present, 
much of which is antemortem, as shown by the attempts 
at organization. The brain substance shows no invasion 
of the infection which has involved the meninges. In 
this it differs from a tuberculous meningitis, where there 
is extension. There is no architectural deviation. The 
cells of the cortex do not stain as well as normal cells. 
Thus we see the influence of the acute infection on their 
structure. 

Microscopic Diagnosis—Meningitis purulent. 

Case VI. PNeumococcus ((Grour IV) MENINGITIS, 
PERICARDITIS AND PNEUMONIA 

Lucille J.—Service of Drs. Sailer and Stevens, Chiefs ; 
Dr. Kepler, Interne. No. L1260 Med., Philadelphia 
General Hospital. 

Admitted 5/22/25; died 5/23/25; Diagnosis—Lobar 
Pneumonia; Pneumococcic Meningitis; Pericarditis. 

5/22/25—Patient admitted with a diagnosis of Pneu- 
monia with early pregnancy. Black female aged 21 
years, born in Georgia. 

History Present Illness—Patient was well until Thurs- 
day 5/14/25 when she developed a pain in her hip. 
Two days late had a cough and cold and on Tuesday 
5/19/25 woke up with pain in the side, cough and fever. 
Had no chill. Last period two months ago. 

Physical Examination—Shows diminished resonance 
right lower and middle lobes, with crepitant rales, dis- 
tant tubular breathing beneath right scapula and whis- 
pered pectorilloquy. 

Impression—Lobar pneumonia, right lower lobe and 
right middle lobe. 

5/23/25—Patient in a muttering delirium. Pericar- 
dial friction near xiphoid to the left. Heart rate about 
120. Pulse of good volume. Blood pressure 140/180. 

11:30 A. M.—Seen by ‘Dr. Stevens. Concurs with 
diagnosis. No change in treatment recommended. 

5/23/25—Final Note—Patient remained delirious the 
entire morning and early afternoon. About three o'clock 
this afternoon she suddenly had a generalized tonic con- 
vulsion, with frothing at the mouth, irregular respira- 
tions, periods of apnea and incontinence of urine and 
feces. There was no Kernig’s sign. No rigidity of the 
neck. A Suggestion of a Brudzinki controlateral reflex. 
No paralysis or conjugate deviation of the head and 
eyes. Pupils equal and fixed. Knee jerks were very 
difficult to elicit, but were present. Biceps and triceps 
equal and active. No Babinski. A spinal puncture was 
done immediately. The flyid obtained was turbid and 
on examination showed 1700 cells, mostly ploys and 
myriads of gram positive lanceolate diplococci. Patient 
died three hours later. ‘ 

Final Diagnosis—Lobar pneumonia, right lower lobe ; 
Pneumococcic meningitis (group IV) ; Pericarditis. No 
Autopsy performed. 

Spinal Fluid—5/23/25—Pneumococci, group IV on 
Culture. 

Case VII—Pneumococcus (Group IV) Meningitis— 
Arturo B.. Service of Dr. David Riesman, Chief, Phila- 
delphia General Hospital, Dr. Read, Interne. Med. 
L357. 

Admitted 2/27/25, died 3/1/25—Diagnosis—Cerebro- 
spinal meningitis—probably pneumococcic. Patient a 
white male, aged 25 vears, born in Italy. 
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Informant—A friend, (Has known patient for 15 
days). 

Present Illness—Patient was well till two weeks ago 
when he began complaining of continuous frontal head- 
ache which grew progressively worse. Stopped work- 
ing on 2/23/25 and spent most of the time in bed. Was 
all right till 12 P. M. last night. Had been walking the 
floor all night because of his headache. At 12 P. M. 
friend was called because patient was unconscious. He 
has been restless all night and no one could get no in- 
formation. Has been stuporous and violent at periods 
all night. No history of delusions or hallucinations. 

Family History—No relatives in U. S. One aunt in 
Montreal, Canada. 

Marital History—Single. 

Past Medical History—Nothing known. 

Impression—Meningitis? Brain tumor. (Endres) 

Physical Examination—Patient is a young Italian male 
tossing about wildly in bed and requiring restraint. He 
does not answer questions and does not cooperate by 
putting out his tongue, etc. 

Head—Heavily covered with black hair. No areas of 
tenderness (occipital-mastoid-frontal sinuses, etc.) No 
evidence of recent injury. No pediculi. 

Eyes—Some divergence, sclera clear. Unable to test 
E. O. M. or nystagmus. Pupils small, but react and 
are equal, when patient is quiet. When patient is ex- 
cited pupils are widely dilated but still react promptly. 

Nose—Negative. 

Physical Examination— 

Ears—Negative. No discharge. 

Mouth—Lips very dry. No herpes—inside of lips 
dry and denuding mucosa. Tongue coated. Tonsils and 
pharynx injected. No membranes seen. Teeth in good 
condition. 

Neck—There is some rigidity. Efforts at motion 
cause the patient to draw up his knees and rouse him to 
excitement. 

Thorax—Some harsh breathing at apex. Many fine 
rales heard all over both lungs. Further examination 
unsatisfactory because of tossing about of patient. Heart 
sounds are clear, regular, good tone. No murmurs 
heard. 

Abdomen—No rigidity or tenderness. No retraction 
of muscles. No masses or organs palpable. 

Genitalia— Negative. 

Extremities—Knee jerks O. K. No Kernig, Babinski 
er clonus. 

Impressions—Meningismus. 
Brain abscess following frontal sinusitis ? 
meningitis? 4. Pneumococcic meningitis ? 

2/27 /25—Patient tosses about in bed. Throws arms 
and legs about wildly, puts both hands to his head at 
times, moans and groans, calls “mother mia” continually. 
Resists efforts at moving. Lumbar puncture performed 
with difficulty. Fluid very turbid, runs slowly, only 
10 cc removed and taken to laboratory Stat. Patient 
seemed quieter. Dr. Pons made a count of 34,000 polys 
per cmm. ‘Dr. Small could not find any organisms 
definitely but thought there were some suspicious bodies 
resembling digested organisms. Dr. Riesman informed 
of case and he advised antimeningococcic serum intra- 
spinally and intravenously. Dr. McConnell saw case, 
concurred with diagnosis and treatmet. Blood pressure 
120/70. Patiet given 15 cc serum (antimeningococcic) 
intraspinally and intravenously. Blood pressure not 
altered. 

1 P. M.—Dr. Small reports finding chain of three 
streptococci in the centrifuged smear. Consultation sent 
for examination of eye grounds and sinuses. 

2/27/25—6 P. M.—Patient seems rational to a cer- 


1. Excited praecox? 2. 
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tain degree. He tells Italian interpreter his name and 
address. 

7 P. M.—80 cc antistrep. serum intravenously. 20 cc 
intraspinally after withdrawal of equal amount of fluid, 
Has WBC count in blood of 31,000. 

2/28/25—Notes by Dr. Riesman—Patient is a young 
Italian, wildly delirious with head retracted. Breathing 
very peculiar, approaches Biot type with long periods 
of apnoea during which he lies quiet with eyes rolled 
up, lids half closed, heart slows down during period of 
apnoea. No murmur. Pupils contract during apnoea. 
No eruption. Spleen not palpable. Lungs clear at 
present. Abdomen somewhat tympanitic Incontinent of 
urine and feces. Apnoea periods vary 10-20 seconds, 
Lumbar puncture. About 30 cc of purulent hemorrhagic 
fluid removed. About 15 ce of mercurochrome given 
intraspinously and 25 cc intravenously. 

8 P. M.—Patient quiet this evening. 
from mercurochrome. 

10 P. M.—Involuntary passage of feces. 
less moved. Marked opisthotonos. 

3/1/25—Final Note—Patient grew rapidly weaker 
during the night, temperature rose rapidly and patient 
died at 6:30 A. M. Dr. Small reported no growth from 
spinal fluid, but blood culture showed a heavy growth in 
18 hours, probably pneumococcic. 

Diagnosis—Cerebrospinal meningitis of undetermined 
origin. 

Laboratory Record: 

2/27 /25—Spinal Fluid—Cell count 34,000; globulin— 
heavy cloud. 

2/27/25—Culture from spinal fluid—sterile. 

3/4/25—Blood culture—staph. albus (contamination) 

Pneumococci? From heart during autopsy—culture, 
pneumococci group IV. 

2/27/25—Eye Consultation, Dr. Croskey—Examina- 
tion under difficulty but nothing seen would indicate any 
pathology. 

2/27/25—Neurological Consultation by Dr. McCon- 
nell—Apparent acuteness of onset profound mental dis- 
turbance. Rigidity of the neck. The findings of the 
spinal fluid suggest probability of a meningitis. Would 
advise full dose of serum. Elimination and alkalies. 

2/27 /25—Ear consultation by ‘Dr. Bishop—Examina- 
tion of ears negative. Examination of nose unsatisfac- 
tory owing to inability to restrain patient. 

Autopsy No. 9621, performed 8 hours after death by 
Dr. J. L. Goforth. 

Clinical Diagnosis—Cerebrospinal meningitis: (Pneu- 
mococcic). 

Bacteriological Diagnosis—Heart blood—pneumococ- 
cus IV (pure culture). 

Gross Anatomical Diagnosis: 

Heart—Cloudy swelling. 

Lungs—Congestion (mild). 

Kidneys—Cloudy swelling. 

Spleen—Follicular hyperplasia. 

Liver—Ac. congestion, periportal parenchymatous de- 
generation. 

Brain and Cord—(Tentative)—1. 
brain and spinal cord (marked). 
Piaarachnoid thickened. 

Histological Diagnosis: 

Heart—Cloudy swelling. 

Lungs—Congestion, marked. 

Spleen—Diffuse splenitis. 

Kidneys—Congestion. Cloudy swelling. 

Liver—Diffuse fatty infiltration, marked. 

Brain—Acute meningitis. 

Prostrate—Catarrhal prostatitis. 


No reaction 


Quiet un- 


Congestion of 
2. Brain edema. 


Purulent bronchitis. 
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Peribronchial Imyph node. Healed fibroid and calci- 
fied T. B. (?) 

Cause of Dealth—Acute meningitis. 

External Examination—A normally, very well de- 
veloped, muscular white male, measuring 165 cm and 
weighing 150 Ibs. 

Internal Examination—Abdominal wall contains very 
well devloped muscles and a good layer of golden col- 
ored fat. Peritoneum is smooth and glistening. Vis- 
cera are in normal positions, covered by the omentum. 
No adhesions nor fluids. Appendix is quite long, meas- 
uring 10 cm, it is not inflamed. 

Heart—Weighs 370 gm. Pericardium is smooth and 
shiny. Cavity contains 20 cc of clear straw colored 
fluid. Heart shows left sided firmness. Right side is 
moderately flabby. Epicadium is quite smooth. Cor- 
onaries appear normal. Myocardium is firm.and of a 
healthy beefy red color. No gross scarring noted. Endo- 
cardium is quite smooth. Valves show no lesions. 

Aorta—Is everywhere quite elastic. No intimal 
changes noted. 

Left Lung—Weighs 585 gm. There are no adhesions 
nor fluid. Lung is rather heavy, it is of uniform con- 
sistency, there being no demonstrable lumpiness, but 
frothy fluid exudes from the bronchi on pressure. On 
section, a deep red, frothy bloody fluid exudes from the 
cut surface, otherwise pung appears quite normal. 

Right Lung—Weighs 430 gm. It is very similar to 
fellows. Peribronchial lymph nodes are negative on the 
left. On the right side one gland contains a large well 
circuscribed area of caseation. Bronchial mucosa is re- 
markable. 

Spleen—Weighs 190 gm. It is twice normal size. 
Capsule is smooth, but in spots shows fibro-hyaline 
thickening. Section shows a soft mushy plup, brownish 
red in color, in which the many follicles stand out very 
prominently as cream colored bodies. 

Adrenals—Shows no gross changes. 

Left Kidney—Weighs 200 gm. It is of normal size 
and shape, and is firm. Capsule strips very readily 
leaving a smooth shiny surface. Cut surfaces show a 
well differentiated cortex and medulla, the former show- 
ing normal striations and prominent pinpoint glomeruli. 
No scarring it noted. Cut surface tends to bulge 
slightly and has a sort of dull appearance and aside from 
this the kidney appears quite normal. sai 

Right Kidney—Weighs 190 gm. It is very similar 
to fellow. Pelvis and ureter normal on either side. 

Bladder, Prostate, Testes—Appear normal. 

Liver—Weighs 2370 gm. It is considerably enlarged 
and is quite firm. Capsule is evérywhere smooth. Sec- 
tion shows a rather striking picture lobulations are well 
defined. The central vessels are well seen, being sur- 
rounded by red liver tissue, bordering these, or in other 
words, around the portal spaces one sees everywhere a 
white, lace-like pattern; this evidently is a degeneration 
of the cells around the portal vessels. Considerably 
deep red blood flows from the cut surface. Liver cuts 
with normal resistance. 

Gallbladder—Is distended with black viscid bile. No 
stones. Duct is patent. 

Pancreas—Shows no gross lesions on repeated section. 
It tends to be swollen and the cut surface bulges slightly. 
It is rather softer than normal. , 

Esophagus and Stomach show no gross lesions. 

Intestines—About three feet above ileo cecal valve a 
nodule about the size of a lima bean is seen closely at- 
tached to the serocal surface of the intestine at its 
mesenteric border. Grossly it appeared as though a 
mass of cells in the shape of a wad of chewing-gum had 
been stuck on the intestine. Section shows normal ap- 
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pearing pancreatic tissue. Mesenteric lymph nodes are 
discreetly enlarged, some being the size of beans. On 
sesction, no lesions are demonstrable. 

Histology—Section through accessory pancreas: 
Shows pancreatic tissue containing ducts and Islands of 
Langerhans. A normal picture except that there is an 
increase of interlobular fibrous tissue. This tissue lies 
directly on the intestine wall. Accessory pancreas of 
lower ileum. 

March Ist.—Description of fresh gross specimen— 
(Dr. R. B. Richardson). 

Brain—Weighs 1460 gm. The specimen is of good 
size. No gross assymetry of the brain is made out. 
There is marked congestion of the most superior por- 
tions of the cerebral hemispheres, which become less in- 
tense yet still well marked as one recedes from the 
mesial portions. The mesial portion is bright red. The 
arteroles are very much injected throughout. Where 
the congestion is not so marked the pia arachnoid is 
noted to be quite milky. At the base there is an exudate 
of a fibrous nature, veiling in the interpeduncular space. 
The vessels at the base are small. No plaques are in 
evidence. The cortical surface is quite flat, and there is 
moderate broadening of the convolutions. 

Spinal Cord—The dura fits very snugly and is very 
much engorged. In color it is a bright red. 

Tentative Diagnosis—1. Congestion of brain and 
spinal cord, marked. 2. Brain edema. 3. Pia arachnoid 
thickened. 

March 1lth—Deseription of Gross sepcimen after 
hardening (Dr. Winkelman). 

Brain—The specimen is soft in consistency. There is 
marked congestion of the cortical surfaces. Whether 
this is due to the action of the mercurochrome, or part 
of the reaction of the infection organism cannot be made 
out. (N. P. No. 25-26). The capacity of the pia 
arachnoid varies. Over the cerebellar surfaces is in- 
tense. At the base an exudate covers in the interpedun- 
cular space and spreads out on the surrounding parts. 
On section of the cerebral hemisphere in a horizontal 
plane, the cut surfaces suggest beginning disintegration, 
in that the surface is soft and edematous. There is no 
dilatation of the ventricular system and there is integrity 
of the basal ganglia structures. 

Spinal Cord—The lower quarter of the specimen is 
tinged red by the murcurochrome. The dura is gener- 
ally thickened and when opened from end to end a well 
organized exudate is found to occlude the space between 
the dura and the cord proper, and these adhesions cause 
coalesence of the surfaces in the upper two-thirds of the 
specimen. The lower one-third is free. 

Gross Diagnosis—Meningitis, acute, purulent of brain 
and cord. 

March 30th—Microscopic Description of the Brain 
and Cord—(Dr. Winkelman). 

Cerebellum—The pia arachnoid shows a moderate in- 
filtration with cells, mainly polynuclears. This infiltra- 
tion is more marked about the circumference of the 
cerebellar lobes, than in the interspaces, that is between 
the folia. The substance of the cerebellar hemispheres 
present no abnormal constituents. 

Spinal Cord—The pia archnoid of the spinal cord as 
a whole shows infiltration with polynuclears, and is of 
the same character as that which involves the cerebellar 
hemispheres. The infiltration is more marked in the 
upper levels of the spinal cord. Free blood is also 
present. This was noted to a less extent in the cere- 
bellar meninges. The central canal in the section from 
the cervical region is open. The infiltration is more 
marked posteriorly. The ganglion cells present no ab- 
normal appearances. 
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Microscopic Diagnosis—Acute meningitis. 

Case VIII. Purulent Meningitis (Pneumococcic) 
Louis B. Service of Dr. D. J. McCarthy, Chief, Phila- 
delphia General Hospital, Neurological Ward. Dr. 
Lloemendaal, Interne. Nerv. (C4250. Admitted 
12/23/26; died 10/24/26. Diagnosis after autopsy: 
Purulent Meningitis. Adult male, black, aged 38 years, 
married. 

10/23/26—History dictated by wife—On Wednesday 
iast 10/19/26 patient suffered a chill and began to vomit. 
Latter was dark in color, like coffee, occurred imme- 
diately after eating. He has been in bed since that time. 
Wife states that this morning his eyes were glassy and 
stary and upturned. Was not respondent to questions 
asked. Has been incontinent since Wednesday both 
urine and feces. 

10/23/26—Patient in state of coma. Head drawn 
back and to the left. Eyes drawn over to left and up- 
ward. Eyes wide open. Muscles of face drawn over 
to left. Breathing is stertorous, varies in rate from 34-40. 
Patient moves left arm and left leg voluntarily. Pupils 
dilated, of same size, circular, react very sluggish to 
light. At times patient is able to close eyes. Breath is 
foul, mouth dry. When head is bent forward, patient 
raises left leg. Kernig’s sign positive on left side. 

Chest—Breath sounds well heard, no rales. Heart 
sounds of good quality, rapid rate. Blood pressure, 
120/80. 

Abdomen—Grossly negative. Incontinence of urine 
and feces. Urine is reddish in color. 

Reflexes—Knee—right, normal; left, normal. Biceps 
—right, normal; left, normal. Triceps—right, normal ; 
left, normal. Cremasteric, right, does not react. Plan- 
tar—right, flexion; left, flexion. Spinal puncture un- 
successful. 

10/24/26—9 A. M.—Blood pressure 98/70. Condi- 
tion much weaker. Eves drawn up and to the right. 

10/24/26—10 A. M.—Rigidity of neck disappeared. 
Kernig’s sign negative. Pupils do not react. No signs 
of spasticity. 

1:15 P. M.—Patient died. Diagnosis undetermined. 

Blood Chemistry: 

10/23/26—Sugar 131; urea 20. 

Autopsy No. 17,600 performed 24 hours after death 
by Dr. J. A. Walsh. 

Clinical Diagnosis—Meningitis, pneumococcic. 

Gross Anatomical Diagnosis: 

Heart—Hypertrophy. 

Lungs—Passive, congestion. 

Liver—Passive congestion. 

Brain—(Tentative) Meningitis, purulent, most  se- 
vere; brain edema. 

Histological Diagnosis: 

Lungs—Congestion ; edema; early lobular pneumonia. 

Kidneys—ac. tubular nephritis; early ac. glomerular 
nephritis. 

Liver—Cloudy swelling; passive congestion. 

Pancreas—P. M. degeneration. 

Brain—Meningitis, purulent, most severe, brain edema. 

Cause of Death—Purulent meningitis. 

Internal Examination—On opening the body there is 
an abundance of yellow fat present. Peritoneum is 
smooth and glistening. Abdominal organs occupy their 
usual position. Diaphragm extends to 4th rib on right 
side; 4th interspace on left. 

Pericardium—Contains small amount of pale amber 
colore fluid. No thickening present and cardiac surface 
smooth and glistening. 

Heart—530 gms. large and firm. Coronary vessels 
stand out prominently. On section heart muscle is hy- 
pertrophied. Left ventricular wall measures 2%4 cm. 
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Right ventricular wall measures 1 cm. No thickening 
at the bases or edges of the valves. 

Left Pleural Cavity—Small amount of fluid present. 
No adhesions are noted. Membrane is smoth and glis- 
tening. Right pleural cavity is same as left. 

Left Lung—¥70 gms. Firm; maintains its shape on 
removal from body. On palpation lung contains air 
throughout. On section cut surface is deep red with 
a bloody frothy fluid exuding. Toward the base lung 
is fairly solid but air is also present. 

Right Lung—970 gms. similar to left. 

Spleen—220 gms. Measures 12x9x3 cm. Capsule is 
smooth and is dark grey in color. Cut surface presents 
a brownish red surface with fibrous trabeculae and 
splenic particles are prominent. 

Left Adrenal shows no gross evidence of disease; 
right same. 

Left Kidney—300 gms. Measures 14x8x2¥%4 cm. Or- 
gan is firm. Capsule is thin and transparent. Cut sur- 
tace shows cortex and medulla to maintain their usual 
relation. Pyramids are prominent. Normal amount of 
pelvic fat present. 

Right Kidney—270 gms. 
Similar to left. 

Liver—1960 gms. Measures 28x19x5 cm. Organ 
is firm. Capsule is smooth. Cut surface presents a 
finely mottled light brown surface. 

Brain—Examination by Mr. Richardson. 

Weighs 1630 gms. The feature of the case lies in 
the intense purulent meningitis, which affects the con- 
vex cerebral surfaces most severely. It absolutely ob- 
secures the convolutions and cortical markings from the 
tips of the poles to the anterior portions of the occi- 
pital lobes. 

The volume of the specimen is very much larger than 
usual. There is no asymmetry. The consistency is 
softer than usual. Within the meninges of the convex 
cerebral surface, and to a much less extent the entire 
meninges, there is a dense yellow green exudate, which 
zbsolutly obscures the cortical markings of the cerebral 
hemispheres from the tips of the frontal poles to the 
anterior portions of the occipital lobes. The left hemi- 
sphere is more seriously involved than the right. Over 
the rest of the brain it is definitely clouded. At the base 
the meninges are moderately thickened. This is of a 
fibrous nature. 

The brain surface is absolutely flattened. No mark- 
ings are apparent on the convex cerebral surfaces. The 
cerebellar hemispheres are also involved with this puru- 
lent exudate, but not to the extent as the cerebral hemi- 
spheres. The vessels at the base are small, lie collapsed, 
are white and do not present any evidence of plaque 
formation. 

Brain on Section; in vertical planes in front to rear: 
One section is made at about equal distance from the 
occipital and frontal poles. The marked edema is not 
(very) evident. The whole brain is seen to be soft 
in the consistency. The small arterieles stand out en- 
gorged. The layer of exudate is seen to be about 3-6 
mm. in thickness all over the cut surface, with the ex- 
ception of the under surface of the brain, where the layer 
is much thinner. 

Gross Diagnosis—Meningitis, purulent, most severe. 
Brain edema. 


Microscopie Description—(Dr. Winkleman.) 

Pia arachmoid much thickened and infiltrated with 
cells that are mainly polynuclears. The blood vessels 
are greatly distended with blood not only in the mem- 
branes but in the cortex as well. Perivascular hemor- 
rhage occurs. 

Diagnosis—Acute meningitis. 


Measures 13x8x2%4 cm. 
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Histology—Dr. Belk. 
Hemosiderosis noted in all sections. 


Cas—E IX—Pneumococcus (1] or IV) Meningitis— 
Carey L. B., Service of Dr. W. N. Bradley, Chief, Phila- 
deliphia General Hospital,- Pediatric Department, Dr. 
Mitchell, Interne. No. B376. 

Admitted 9/6/23, died 9/7/23—Meningitis, tubercu- 
lous? Meningitis-pneumoceccus II or IV. Child, aged 
5 months, colored. Patient admitted in critical condi- 
tion. No history. 

Physical Examination—Colored child of five months. 
Convulsive. Left thigh is flexed on abdomen. Right 
arm and leg jerking. Twitching of facial muscles on 
right. Eyes turned to right. Child somewhat rigid but 
no opisthotonos. 

Head—Negative. 

Eyes—drawn to right. Pupils equal and react. 

Ears—Negative. 

Mouth—Negative. 

Chest, Heart—Negative. 

Lungs—Clear. 

Abdomen—Negative. 

Neurological Examination—Convulsive. Pupils equal. 
Right active. Eyes drawn to right. Right facial more 
irritated causing facial twitchings. Right arm spastic 
and jerking. Kernig +. Brudinski +. 

Diagnosis—Meningitis. 

9/6/23—Spinal puncture—Fluid turbid and shows 
flocculent precipitate. Sent to laboratory and 20 ce anti 
meningococcus serum given. 

9/7 /23—Patient died 2 A. M. 

Diagnosis— Meningitis, tuberculous ? 

9/7/23—Laboratory report of Spinal Fluid—Pneu- 
mococcus type II or IV. 

Patient died within twenty-four hours of admission 
to hospital. Reported to Coroner. No autopsy per- 
formed. 

Case X—Pneumococcus (IV) Meningitis-—Jacob D., 
services of Dr. R. V. Patterson, Chief, Philadelphia 
General Hospital, Medical Ward. No. L3630. Dr. H. 
Jubelier, Interne. 

Admitted 1/17/26, died 1/18/26—Diagnosis—Tuber- 
culous meningitis? Pneumococcic meningitis (group 
IV). Adult male, black, aged 65? 

1/17/26—Admission Note—History not available. 
Does not answer when spoken to. Moans and groans. 
Motor restless. Has coarse movements of fingers and 
forearm moves in pronation and supination. These 
movements are irregularly intermittant. Lower ex- 
tremity held in flexion, thighs on abdomen and legs on 
thigh. Resists with attempt at active movement, per- 
sists in lying under cover, insists on lying on his right 
side. Holds his eyelids firm when an attempt is made 
to open them. Deep pressure of abdomen without sug- 
gestion of a mass, pain, tenderness or rigidity. Body 
skin hot to touch. No signs of inflammation or injury. 
Examination of chest impossible owing to his motor 
and speech restlessness. At times crepitant rales can 
be heard on inspiration, but vary with re-examination. 
Suggestion of suppression of breath sounds at left base. 
Heart sounds distinctly audible. Rate, rhythm and force 
can not be determined. Patient incontinent of urine. 

1/18/26—Patient was given a high SS enema after 
admission (effective). He quieted down after that. 
During the night he ran an intermittant temperature, 
the highest being 104.5, the lowest 103. Pulse propor- 
tionate. Respiration disproportionate. This morning 
finds him unconscious; perspiring profusely; skin hot 
and breathing edematous like. The right side of his 
face is flattened. The right brow and eyelids drooped. 
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The angle of the mouth drawn to the right, with bal- 
looning out of the right cheek and lips. The head is re- 
tracted to the right. Pupils unequal, irregular, fixed to 
light and accommodation. The vessels of the neck are 
pulsating rapidly signifying circulatory excitement asso- 
ciated with high fever. The accessory muscles of res- 
piration are put into play showing respiratory distress. 

1/18/26—The right side of the chest is flattened out, 
with more marked depression of the supra and infra 
clavicular spaces. Percussion is resonant on both sides. 
Breath sounds are suppressed on the right side, with 
coarse rales heard on expiration. The left upper lobe 
is also filled with coarse rales. There is enlargement of 
the heart to the right. Apex is not palpable. Heart 
sounds are not heard. Radial pluse sclerotic, rapid 
(125), good tension, equal, occasional miss beat. 

Abdomen—Negative. 

Extremities—Marked muscle wasting; reflexes dimin- 
ished. On spinal puncture a lemon yellow fluid, opales- 
cent to light, slight turbidity was withdrawn. Pressure 
about normal. 

Provisional Diagnosis—Tuberculous pneumonia. 

1/19/26—Final Note—Spinal fluid cell count 21, in- 
crease polymorphic nuclear, smear suggests pneumococci. 
W. B. C. high with poly increase. Report not yet re- 
turned. Patient was given hypodermoclysis 1000. Pro- 
ctocylsis started. Patient died 1/18/26 at 6:15 P. M. 

Diagnosis—Tuberculous pneumonia, Pnuemococcic 
meningitis (group IV). 

Report from Laboratory: 

1/18/26—Spinal fluid culture—pneumococci, group 
1V. No autopsy performed. 

Case XI—Pneumococcus (Type 111) Vegetative En- 
docarditis and Meningitis—Robert E., service of Dr. B. 
F, Stahl, Chief, Philadelphia General Hospital, Medical 
Ward. Dr. Sparr, Interne. 

Admitted to hospital 7/18/20, discharged 7/28/20. 
Readmitted 10/6/20, died 10/18/20. Diagnosis—Acute 
septic endocarditis. White male adult, aged 41; occu- 
pation laborer; nativity, Maryland. 

Chief Complaint — “Headache” — “Shortness of 
breath”. 

History Present Illness—Began about two months 
ago, entire head affected. 

Past Illness—Rheumatic fever off and on throughout 
patient’s entire life until three years ago when he had 
the last attack. Every joint was swollen, tender and 
inflamed. Usually two attacks vearly, but toward the 
end he has always had same joint affected. Whooping 
cough at infancy. Does not recollect ever having 
had measles, etc. Patient had an acute attack of ton- 
silitis about 18 years ago. No history of diphtheria, 
pneumonia, influenza, etc. 

Family History—Father dead—cause “old age, aged 
87.” Mother dead—cause “old age, aged 72. 

G. U.—Gives no history of Neisserian infection. 
“Soft” chancre about 20 years ago to which he gave 
prompt attention. 

General—dyspnoeic only on exertion. Palpitation at 
times. Ne vertigo. Appetite good. Bowels sluggish. 

Physical Examination: 

Eyes—React to light O. K. 

Teeth—Very poor. 

Neck—Murmur transmitted on right side. 

Pulse—Weak, regular, stronger on right side. 

Chest—Few scattered rales. 

Heart—Enlarged to right and down. Aortic second 
sound increased. Systolic murmur at mitral and apex. 

Liver—Enlarged two inches down. 

Extremities—No edema. Covered with red maculae 
of 15 years duration. Knee jerks. 
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7/20/20—Examination of Heart—Pulsation in 2nd 
interspace on right. No third felt. Pulse fairly strong, 
regular, slightly greater on the right side. Apex in 6th 
interspace just out of nipple line." Pulmonic 2nd greater 
than aortic second. Pulmonic gives two and fro mur- 
mur as does mitral 2nd greatest. In aortic area a blow- 
ingsystolic murmur is heard and which is carried to 
the right side of neck. There is capillary disturbance 
as evidenced by condition of the ears and pulsation 
when skin is scratched. 

7/21/20—No dyspnoea, cyanosis, venous engorge- 
ment or jaundice. Pallor of lips, visible pulsations at 
carotids, subclavian and peripheral arteries. Pericardial 
prominence. Diffuse wavy impulse 5th interspace ex- 
tending without M. C. L. Pulse regular, slow, large 
volume, easily compressible. Arteries distinctly thick- 
ened, suggesting collapsing pluse. Feeble capillary pulse. 
No thrills or shocks. Lateral limits cardiac dullness 
three-fourth inch to the right of sternum, one-half inch 
to left M. C. L. First sound replacedby a blowing mur- 
mur, best heard at apex, diffused right and left. Pul- 
monic second increased, aortic absent. Blowing diastolic 
murmur best heard 3rd left interspace, transferred best 
to apex and ensiform cartilage, feebly heard at aortic 
area. Systolic mumur is unaccompanied by thrill. No 
edema. No fluid in pleural sac or abdominal cavity. No 
hepatic enlargement. 

Conclusion—Aortic insufficiency, Mitral insufficiency, 


Cardiac hypertrophy, Moderate arteriosclerosis. 
7/26/20—Eye Examination by Dr. Fritch—Mucles, 
rotations—normal. 
Media clear. 
Fundus normal. 
7/28/20—Diagnosis—1. Aortic insufficiency. 2. Mitral 


External condition—normal. O. D. 


Fundus normal. O. S. Media clear. 


insufficiency. 3. Relative mitral stenosis (not constant). 
4. Right cardiac hypertrophy. 5. Moderate arterio- 
sclerosis. 6. Tertiary syphilis. 7. Delayed mentality 
Patient refuses to take Salvarsan or submit to treat- 
ment though ordered to do so. Is surly and incorrigible 
at times. Discharged. 
Blood pressure—Right arm, S. 94; D. 44; P. 50. Left 
arm, S. 76; 'D. 38; P. 38/12. 
10/6/20—Patient readmitted—The patient complains 
of headache and pain, over heart region. History and 
physical same as on previous history except there are 
a large number of hemorrhagic spots on the legs. These 
are about one-fourth inch in diameter. There is a 
necrotic spot on the left ear. 
10/8/20—The patient is doing nicely on rest in bed. 
Headache improved. Pulse rate improved. 
10/10/20—Pulse and temperature normal, patient 
much improved. 
10/16/20—The patient has return of headache, talks 
irrational and has temperature of 102. 
10/17/20—Irrational, restless, temperature 102, pulse 
elevate. 
10/18/20—Comatose, sterterous respiration, irregular 
heart action. Flaccid paralysis of left side, spastic paral- 
ysis with twitching of the left side. Right pupil smaller 
than left. Right eve is deviated upward and in. Corneal 
and conjunctival reflexes abolished. 
R. L. 
Triceps +-+ ++ The reflexes are greater on 
Biceps ++ ++ one side and then the other 
Patellar ++ ++ = in quick success. 


Babinski not present. Umbilical not present. 
masteric not present. 


10/18/20—The patient died at 1 P. M. 
Diagnosis—Acute septic endocarditis. Right hemi- 
plegia (embolic). Edema of lungs. Mitral insufficiency. 
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Relative mitral stenosis. Moderate cardiac hypertrophy. 
Tertiary syphilis. ; 

X-Ray Report No. 12578. Heart and orta. No 
aneurysm. Right cardiac hypertrophy. 

Urine Analysis: 

7/22/20—Brown, acid, 1020, no sugar, no alb. 

10/7/20—Amber, alk., 1012, no sugar, trace alb. R. 
B. C. 6 to fid., crystals oxalate. 

Blood: 

7/22/20—Wassermann ;—Luetic antigen ++; Chol. 
+++4+; Noguchi ++-+4+. 

11/11/20—Wassermann ;—Cholestrin +++-+; No- 
guchi—negative. 

7/22/20—Hb.—65% ; R. B. C. 4,608,200; Polys. 
91% ; Lymphos.—8% ; mono.—1% ; color index 65/92. 

10/11/20—Hb.—80% ; R. B. C. 3,300,000; Polys. 
64% ; Lymphos Small 32; Large lymphos. 4. 

Autopsy No. 5634, performed 50 hours after death 
by Dr. Crawford. 

Clinical Diagnosis: 

Acute septic endocarditis; Aortic insufficiency ; mitral 
insufficiency ; Embolic hemiplegia (r); mitral stenosis; 
hypertrophy of heart; arteriosclerosis; tertiary syphilis. 

Bacteriological Diagnosis: 

Culture of heart blood—Pneumococcus type III; Cul- 
ture from mitral valve leaflet: Pneumococcus type III; 
Culture from meninges: Pneumococcus type III. 

Gross Anatomical Diagnosis: 

Heart—Acute vegatative and chronic endocarditis; 
(mitral and aortic with stenosis of mitral); cardiac 
hypertrophy ; chronic interstitial myocarditis. 

Lungs—Pulmonary edema and slight congestion. 

Spleen—Acute splenitis. 

Kidneys—Acute diffuse nephritis. 

Histological Diagnosis: 

Heart—Ch. interstitial nephritis; arteriosclerosis. 

Kidneys—Ch. interstitial nephritis; acute diffuse 
nephritis ; arteriosclerosis. 

Liver—Acute parenchymatous hepatitis. 

Pancreas—Cnh. interstitial pancreatitis. 

Cause of Death—Ac ch. endocarditis with ac. nephritis 
and hepatitis; embolic hemiplegia. 

Internal Examination: 

Abdomen—On section subcutaneous fat is consider- 
able in amount. There is a small amount of omental 
and mesenteric fat. Diaphragm extends to 5th inter- 
space on both sides. 

Pleural Cavities—Contain no fluid ; there are adhesions 
in both cavities posteriorly. 

Heart—Weighs 455 gms., pericardium contains a little 
clear fluid, and a few adhesions. Heart is enlarged, 
shows a rather uniform hypertrophy around the muscle; 
is rather firmly contracted and of a bright brownish 
color; on section muscle is rather firm, shows small 
whitish streaks on substance, and particularly noticeable 
in papillary muscle. Right side: tricuspid orifice admits 
three fingers readily, margin is slightly thickened. Ven- 
tricle and auricle considerably dilated ; ventricular wall is 
hypertrophied. Left auricle: endocardium is thickened; 
cavity is enlarged. Mitral is markedly thickened, fibrosed 
with a small opening, measuring 2 cm. in greatest diame- 
ter, and the margins fit like the edges of a bottom hole; 
the free margin of the valves are calcified and on the sur- 
face of the auricular side, there are very small granular 
vegetations. Left ventricular wall is hypertrophied, 
cavity is enlarged, Aortic orifice is normal size, the coat 
is markedly thickened and fibrous near the margin and 
adherent by vegetations, some of which are well organ- 
ized, others recent, showing finely granular reddish col- - 
lections on the external portion of the valve. 
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Aorta—Appears normal in thickness, and is practically 
smooth in the ascending portion. 

Lungs—Left weighs 545 gms. right 695 gms., both 
lungs are well airated throughout, and tough in depend- 
ent portion. On section the cut surface exudes a small 
amount of bloody, frothy fluid. In the lower lobe, pos- 
teriorly, there is a small calcified area, about the size of 
a pea, near the surface of the lung. Peribronchial 
lymphnodes are enlarged, and dark in color. Right lung 
is similar except that there are no calcified nodules. 

Spleen—Weighs 505 gms. enlarged, soft in consis- 
tency ; on section the follicles stand out as small whitish 
areas, enlarged and also numerous; substance is soft; 
pulp can be readily scraped off. 

Adrenals—Appear normal. 

Kidneys—left weighs 220 gms. right 215 gms., are en- 
larged. soft; capsule strips readily leaving a smooth sur- 
face. On section surface is deep red in color, markings 
are distinct, pyramids being more congested than the 
cortex, giving a contrast. Cortex is slightly thickened 
and irregular with the small capillaries standing out 
prominently. 

Liver—Weighs 2150 gms., is enlarged, rather soft in 
consistency. On section the blood vessels are engorged, 
markings are distinct. 

Gall Bladder—Is filled with cloudy, light yellowish 
bile. ; 

Stomach—Membrane is congested and pylorus is 
slightly thickened, otherwise appear normal. 

Histology: (Dr. Belk)— 

Liver—Capsule not shown. Interlobular structures 
show a little cellular fibrosis. There is considerable ac- 
tive congestion, and many infiltrated lymphocytes. A 
few polys are also seen. Liver cells are swollen, cloudy 
and granular. Many nuclei are faded, others are large 
and dark blue. A few cells contain double nuclei. 

Pancreas—There is moderate fibrosis of interlobular 
spaces, otherwise normal. 

Heart—Epicardium is considerably thickened by an 
organizing fibrinous exudate. All cells of endothelial 
layer are lost. Deeper layers are fibrous. Endccardium 
normal. Blood vessels show some nodular fibrosis of 
intima, and considerable perivascular fibrosis. The 
muscle cells are enlarged, cloudy, granular and in some 
cases finely vasculated. Most nuclei are large and dark. 

Kidney—Capsule torn away. Arteries show fibrous 
irregular thickening of inner coat. There is increase of 
connective tissue throughout, associated with infiltration 
of lymphocytes. In addition the medulla shows great 
overgrowth of the fine almost cellless connective tissue, 
with great destruction of tubules. Glomeruli are lobu- 
lated. Cells of convoluted tubules are swollen, granular 
and desquamated, and many have lost their nuclei. Some 
tubules are dilated by red blood cells. All blood vessels 
are much congested. 

Case XII.—Pneumococcus (IV) Meningitis. Joseph 
W. Service of Dr. L. N. Boston, Chief, Medical Ward, 
Philadelphia General Hospital. Dr. H. I. Goldstein, 
Asst. Chief, Medical Ward. Dr. Cowart, Interne. No. 
D254 Surg. Dr. J. B. Carnett, Chief, Surgical Ward. 
Dr. H. S. Read, Interne. Admitted 3/31/24 to Medi- 
cal Ward; transferred to Surgical Ward 4/24/24; died 
5/8/24. Diagnosis—Lobar pneumonia; pneumococcic 
meningitis (group IV). 

Adult male colored; aged 49 years. 

3/31/24—Medical Ward. 

Chief Complaint—Cold. Pain in right arm and back. 
One week’s duration. 

History Present Illness—Was in good health until 
one week ago. Cough. Cold. After which he felt 
weak. Had headache, pain in right arm and back. These 
were not in the joint and he describes them as muscle 
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pains and sores. Legs ached at times but not like arm 
and back. Slight cough, only slightly productive. Throat 
was more for a few days. No pain in chest. Respira- 
tion not related to pain. Muscular soreness and general 
malaise were the predominant symptoms. Appetite re- 
mained very good, bowels regular. Urinary frequency 
—4-5; Night 1-2 times. 

Past History—Usual diseases of childhood. No com- 
plications. Always healthy. Ruptured 13 years ago 
never been operated. 

Venereal History—Had sore on penis at age of 15. 
Had another sore about 7 years ago. No intravenous 
treatment. Had gonorrhea at age of 20. 

Family History—Mother and father dead. Old age. 
Sister, living and well. Brother, living and well. Two 
sisters died, childbirth. Brother dead—killed. No his- 
tory of tuberculosis, heart or kidney trouble. No in- 
sanity or cancer. 

Physical Examination : 

General Appearance—Middle aged colored man. Well 
built, but only fairly well nourished. Apparently com- 
fortable. Mentally clear. Skin warm and dry, blotched 
light areas scattered about. No eruptions. 

Head—Normal size and shape. Irregular areas of 
alopecia. Hair moderately scarce and very fine in other 
areas. 

Ears—Normal in size and shape. No mastoid tender- 
ness. Hearing good. No discharge. 

Eyes—No edema. No ptosis. Conjunctiva clear. 
Pupils equal and respond. 

Nose—Racial. No discharge. No evident obstruc- 
tion. 

Mouth—No herpes. Teeth dirty, in fair dental con- 
dition, pyorrhea moderate. Tongue clean. Tonsils 
slightly hypertrophied and raggy. Pharynx negative. 

Neck—No abnormal pulsations. No thrill or tug. 
Tonsillar glands palpable, not tender. 

Chest—Well developed and fairly well nourished. Ap- 
parently slight wasting of pectoral muscles, more on 
right than left. Expansion is fair and equal. 

Lungs—No increased fremitus. Resonant through- 
cut. Breath sounds slightly harsh at both apices. No 
rales. No increased vocal fremitus. 

Heart—P.M.I. not visible. Felt in 6th space 9 cm. 
L.M.S.L. No thrill. Rate and rhythm good. No mur- 
murs, but first sound prolonged. Muffled. Arteries 
moderately sclerotic. Brachial moderately tortuous and 
pulsate. Blood pressure right arm 140/90; left arm 
134/90. 

Abdomen—Flat. No rigidity or tenderness. No 
masses felt. Indirect inguinal hernia reducible on left. 
Liver not enlarged. Kidneys nor spleen felt. Abdomi- 
nal reflexes present. 

Genitalia—Prepuce retractable. No sore on discharge. 
Testicle normal size and shape. Rectum negative except 
for small hemorrhoidal tags. 

Extremities—No edema. No joint tenderness or de- 
formity. Knee jerks present and slightly exaggerated. 
No Babinski or clonus. Romberg negative. 

In upper extremities there is apparently some wasting 
of triceps muscle on right and shoulder girdle muscles. 
There is a weakness of grip on right. Weakness to ex- 
tend the arm and fore arm. Reflexes are exaggerated. 
No change in sensation. 

Diagnosis—Aneurysm ascending aorta? Amytrophic 
lateral sclerosis. Injury to brachial plexus (occupa- 
tional). Generalized arteriosclerosis. Left indirect in- 
guinal hernia. 

4/6/24—Says pains in right arm is less, but still com- 
plains of weakness. Very little response to salicylate. 

4/12/24—Has been on salicylate about ten days. No 
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change. Does not confine the pain to any joint, but 
describes it more of a muscular pain. The weakness of 
right arm remains. I rather believe this is a case of 
injury to brachial plexus ‘from occupation or early 
amytrophic lateral sclerosis. 

4/18/24—Up and about the ward. Apparently no 
change in condition. Still complains at times of pain 
radiating down arm. 

4/24/24—This patient came in complaining of, pain 
radiating down right arm and weakness in that arm. I 
tried him on salicylate with slight improvement. His 
chest is negative for aneurysm. The X-Ray of cervical 
vertebra shows slight deformity of 7th superior process, 
which is probably too low to account for his arm and 
shoulder symptoms. He is anxious to have his hernia 
repaired and I do not see why he could not be convales- 
cing from operation at same time convalescing from 
medical condition. He is arteriosclerotic. Blood pres- 
sure 140/90. General physical condition very good. 
Transferred to Surgical Ward. Diagnosis as above. 

4/24/24—Surgical Ward. Physical findings as on the 
accompanying record. 

4/26/24—Preoperative note: 

Lungs—O. K. anesthesia. 

Heart—No murmurs. No arrhythmia. 
sure 145/90. 

O peration—Herniorrhaphy. 

Anesthesia—E ther. 

Operation: 

Under general anesthesia incision over inguinal canal 
about 3 inches. Sac resected and ligated and cut. Re- 
pair in layers without drainage after Bassini method. 

4/27/24—Condition good. 

4/28/24—Condition good save for some coughing. 

4/29/24—Patient coughing more. Hiccoughs occa- 
sionally. Does not have any pain in abdomen. 

4/30/24—Final Service Note: 

Condition today not good. He has a slight impair- 
ment to percussion over the left base. The breath sounds 
are distant and of a tubular character. No rales heard. 
The breath sounds in right base are exaggerated and no 
rales heard. 

Diagnosis—Hernia; Early broncho pneumonia. 

5/2/24—Patient’s condition fair. T. P. R. elevated. 
Signs of a pneumonia on right chest. 

5/3/24—Patient’s condition unimproved. Wound 
dressed. Stitches practically removed. No signs of in- 
fection. Over right chest breath sounds are exaggerated. 
No rales heard. Impaired resonance in right axilla. 
Medical consultation sent to Dr. Boston. 

5/4/24—Patient seen by Dr. Musser who does not be- 
iteve he has a pneumonia and prescribed ammonium car- 
bonate. 

Diagnosis—Diftuse bronchitis. 

5/6/24—Condition unimproved. Inasmuch as _ this 
patient came from Dr. Boston’s ward have sent him a 
second consultation to please examine patient and recom- 
ment treatment. , 


5/7/24—Spinal fluid culture—pneumococcus —. 

IV 

Patient is markedly worse this A. M. Neck is rigid. 
Suggestion of a Kernig. Pupils sluggish. No Babinski. 
Greatly distended. Wound clear. Talked to wife and 
eptained post permission. Patient looks like a menin- 
gitis. 

8 P. M.—Lumbar puncture done fluid under pressure, 
clear but straw colored. Examination of fluid by Dr. 
Klemmer shows very few cells but many organisms re- 
sembling pneumococci or streptococci. Patient’s condi- 
tion very poor. 
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5/8/24—Final note: 

Patient died at 12:30 A. M. 

Final Diagnosis: 

Meningitis, pneumococcic, broncho-pneumonia, gen- 
eralized arteriosclerosis, amyotrophic lateral sclerosis, 
left indirect inguinal hernia (repaired). 

Consultations: 

4/12/24: Dr. Eliason—Advise operation if there is 
no medical contra-indication. 

5/4/24—Dr. Hunter—There is some impairment both 
apices, due probably to retraction. Elsewhere through- 
out chest can find only evidence of a diffuse bronchitis. 

5/6/24—Dr. L. N. Boston—Consolidation booth 
apices, more marked on left. Would advise repeated 
sputum examination and consultation with T. B. Chief. 
Abdominal tension + + + probably due to pleural ir- 
ritation and diaphragmatic pleurisy. 

X-Ray Plate No. 24504—4/7/24—There is no 
aneurysm. The aortic arch is about normal in width. 
The apices are clear. The right hilum shadow is denser 
than normal. Other than this the lungs are apparently 
normal. 

4/23/24—X-Ray Plate No. 24714—The superior 
articular process of the 7th cervical on the left side is 
somewhat higher than on the right. Other than this we 
see no abnormality. 


Laboratory Record: 

Urine—4/22/24—straw; sp. gr. 1020; no sugar; no 
alb. few leucocytes ; few epithelial cells. 

Blood—4/3/24—Chemistry: urea 14 mg.; uric acid 
4; sugar 90; Wassermann—negative. 

4/7/24—Wassermann cholestrin +++; Noguchi— 
negative. 

Autopsy No. 8810, performed 14 hours after death 
by Dr. Case. 

Clinical Diagnosis—Arteriosclerosis ; Amytrophic lat- 
eral sclerosis; Left indirect inguinal hernia. 

Bacteriological Diagnosis—Heart blood: Coli com- 
munis. Diphtheroid bacillus (contamination ?). 

Gross Anatomical Diagnosis—Herniorrhaphy wound. 
Acute fibrinous pleuritis. Pericarditis. 

Iungs—Lobar pneumonia. 

Kidneys—Parenchymatous degeneration. 

Brain and Cord—(Tentative) Purulent meningitis, 
general involving whole brain; fibrinous meningitis 
(basilar) ; thickened pia arachnoid; marked arterio- 
sclerosis; cartilage-like plaques in the falx cerebri; 
marked meningitis-involvement of cord, purulent type. 

Histological Diagnosis: 

Lungs—Lobar pneumonia, acute fibrinous pleurisy. 

Kidneys—Infarct, pale. 

Brain—Acute meningo-encephalitis. 

Cause of Death—Acute purulent meningo-encephalitis. 

Description of Fresh Gross specimen: (Dr. Richard- 
son). N.P.—No. 24-92. 

Brain—The specimen is large. 
The general form is normal. 


It weighs 1500 gms. 
The prominent feature is 
the very marked purulent meningitis, which involves the 
whole brain, and in addition, a very marked basa? men- 


ingitis. Huge calcarious plaques are also very evident 
in the falx cerebri. The meningitis appears as a dense 
greenish exudate so thick that the whole of the upper 
surface of the frontal lobes, and the anterior portions ot 
the parietal lobes are absolutely obscured. In the lateral 
portions of the brain, and on the under surface the 
greenish tinge is evident everywhere, but more marked 
in the lines which mark out the sulci. The cerebellar 
hemispheres show the same greenish tinge. In the cis- 
terna magna there is a marked collection of the exudate 


(Continued on page 196) 
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The Span of Life 


A study recently made by the Pennsylvania Depart- 
ment of Health reveals that the average span of human 
life has increased from 21 years during the sixteenth 
century to 59 years for the twentieth century. 

The historical research of the Pennsylvania experts 
shows that during the period 1501 to 1600 the average 
length of human life in Geneva was 21 years and that 
during the intervening centuries there has been a grad- 
ual increase due to steady improvement of living con- 
ditions and the development of medical science. Of 
course, the improvement of living conditions has been 
m great part due to medical science. 

From the sixteenth to the seventeenth centuries the 
span of life increased from 21 to 26 years; from the 
seventeenth to the eighteenth it increased from 26 to 
34 years; from the eighteenth to the ninetenth cen- 
turies from 34 to 40 years. 

_In 1919-20 the average length of life in the State of 
Wisconsin was 59 years, and this is accepted as a 
criterion for the world as a whole. 

Here is great accomplishment, and the span of life 
will continue to increase with the solution of present 
problems confronting medical science. 

But the dragon of disease is still cunning and resource- 
ful, and the race presents many weak points. A wholly 
fearless and super-intelligent Siegfried is needed, and 
his sword, “Nothung,” must prove the most wonderful 
of blades. 

Modern medicine is indeed that Siegfried, but, as 
with him of the saga, wretched forces sordidly intervene 
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and postpone triumph, whilst patience, upon her monu- 
ment, weeps for the stupidity of men and tries to re- 
tain faith in the worthiness of man. 





Health, Climate and Weather 

We are in the habit of scoring variable weather, but 
Professor Ellsworth Huntington reminds us that fre- 
quent storms are necessary to effect wholesome physio- 
iogic stimulation. Good health depends upon a variable 
climate and unless we are healthy not much energy 
will go into the upbuilding and distribution of civiliza- 
tion. Sudden drops of temperature, with alternate rises, 
are especially beneficial to health and productive of 
energy. Professor Huntington warns the heating and 
ventilating engineers against doing too much to equalize 
conditions. Doubtless one of the chief evils of passing 
most of the time in our comfortably and uniformly 
heated domiciles and offices is the consequent failure 
to derive any benefit from marked temperature varia- 
tions. Nevertheless, it is the work of the heating and 
ventilating engineers that enables civilization to ex- 
tend and maintain itself as far north as it desires or 
finds necessary. 





Rural Medicine and the Aeroplane 

The place of the aeroplane in the medicine of the 
future is a fascinating subject for conjecture. 

In recent issues we discussed the problems of rural 
viedicine and the establishment of rural hospitals in 
various parts of the country by the Commonwealth 
Fund. 

In due course of time the placing of many such hos- 
pitals and the high development which awaits aeronautics 
will create a new and far-flung type of medical service. 

One can then imagine a rural hospital running aerial 
ambulance services as well as land ones, and taking for 
its province not a county or a State, but even larger 
areas. 

This will in part solve the problem of rural medicine. 

Such a solution is not far in the future. 





The World of Make Believe 


We hear much of the efforts of our opera stars to keep 
their figures within reasonable bounds. Most of them 
seem to have first class assimilative powers, and tend 
to tip the scales at alarming heights. As a rule, leading 
parts call for a certain amount of pulchritude, and it 
must mean a hard grind to attain the proper waist 
measurements. When, however, a star who is unable, 
seemingly, to train down to an optimum point, appears 
upon the boards as, supposedly, a victim of advanced 
tuberculosis, and disports her portly figure throughout 
the opera, one’s powers of illusion fail. So, too, it is 
when we are asked to see in a pudgy tenor the tall and 
handsome patrician called for by the libretto. 

The stage presents many incongruities. One sees a 
film purporting to represent Scandinavian life, for ex- 
ample, in which one is expected to believe that the neu- 
rotic emotionalism and antics displayed by swarthy play- 
ers who were obviously born very far from Stock- 
holm (to put the matter very mildly and euphemisti- 
cally) represent the reactions of Norse people. 

In real life people do not love, or die, or speak, or 
in any way act like stage folk. The life of the stage is a 
counterfeit thing. The mirror that is held up to nature 
by it is not a plane surface. The art of the stage con- 
founds psychological reality. It is its essential unreal- 
ity that appeals to audiences, composed of people who 
are trapped in the cages of actual life, and who seek 
dramatic mirages that give them surcease of reality for 
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brief periods. Hence the ridiculous scenes in which a 
bogus hysteria masquerades as human behavior in vari- 
ous imagined circumstances. 

Two factors are to be taken into account as regards 
the players and the plays. One of these is the fact that 
many of the actors who interpret great parts are them- 
selves emotionally and otherwise abnormal or super- 
rormal. The other is the fact, as pointed out at length 
by Professor Joseph Grasset in his work on the semi- 
insane and the semi-responsible, that the leading char- 
acters in our most noted plays are, from a medical stand- 
yoint, decidedly abnormal. Grasset gives lists of these 
characters, with the diagnoses of the mental ailments 
from which they suffer. 

But these entertainers are charming folk—gifted il- 
lusionists and exhibitionists to whom we all owe a very 
deep debt of gratitude. 





Miscellany 





A Literary Mystery 


We have often speculated on the identity of the liter- 
ary adviser employed by the oculists of this country. 
We know him by sight, so to speak, but not by name; 
we know his taste, but not the reason for its singularity. 
We do not criticize his taste; it is sound; we merely 
think it remarkable it should be so narrow, so circum- 
scribed. 

So far as we know this gentleman never has departed 
from his original literary form. It is a good many 
years now since we first sat down in an oculist’s office 
and were handed a neatly framed typed statement— 
it was fashioned like a hand mirror—and requested to 
read it. We did so and found it familiar. The state- 
ment was, indeed, none other than this old and valued 
companion of our earliest years: 

In the second century of the Christian era, the em- 
pire of Rome comprehended the fairest part of the earth, 
and the most civilized portion of mankind. The fron- 
tiers of that extensive monarchy were guarded by an- 
cient renown and disciplined valor. 

We have been visiting oculists with considerable fre- 
quency ever since, over a period of more years than we 
care to count up, and have been reading statements, 
in types of various size and clearness, handed to us 
(framed like a hand mirror), and always we have found 
them the same: 

In the second century of the Christian erg— 

We didn’t think much about it for the first ten years 
or so, but during the subsequent ten we have been won- 
dering if the literary adviser employed by the oculists 
of the country ever has read any other book than 
Gibbon’s “Decline and Fall.” It isn’t a matter of lo- 
cality. We have tested that point. We have tried ocu- 
iists all the way across the continent from New York 
to San Francisco. We have sat down in their chairs and 
asked, in effect, “Will you kindly show us what you have 
of a literary nature in the hand mirror today” And 
all the way across the continent they have handed us 
their latest framed statement; and all the way across the 
continent we have held it in our eager hand and read— 

In the second century of the Christian era— 

The thing has become of quite absorbing interest to 
us, because it partakes of a mystery. We have asked 
countless oculists to reveal the secret of who their lit- 
erary adviser is, and why he doesn’t give us a change 
once in a while—a bit of Hume or Macaulay, or even 
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a drop into poetry with Wordsworth—but we never 
could get any satisfaction. They pretend they don't 
know who purveys the literature in their business, but of 
course that is absurd. 

They know, of course; they certainly wouldn’t hire 
a literary gent and pay him to supply gems in a hand 
mirror, and not know who he was. It’s just that they 
won't tell. And perhaps they have good reason not to, 
because if our experience is indicative of the feelings 
of the multitudes who read the hand mirrors in oculists’ 
offices in this country, they are getting pretty tired of 
Gibbon’s remark about Rome in the second century 
of the Christian era. They would make it pretty plain 
to the oculists’ literary gent if they could lay hands 
on him that it’s high time for him to trot out something 
new. 

We do not say oculists ought to provide circulating 
libraries, but this declining and falling of Rome, year 
after year, gets a little monotonous. The least they 
could do would be to give us the second chapter. 

—Kansas City Star. 





Meningitis and Endocarditis 
(Continued from page 194) 


under the aracrnoid. The pia arachnoid is thickened and 
lusterless. In the interpeduncular region, it is so matted 
and thickened, that all the structures therein are abso- 
lutely obscured. Edema is also very marked. The con- 
volutions are absolutely flattened. No sulci are evident. 
The vessels at the base, where they emerge from under- 
neath the thickened matted pia arachnoid at the lower 
part of the medulla, are large, have thickened walls, and 
are tortuous. No plaques are in evidence. In the falx 
cerebri, or rather attached to the sides of the falx there 
are scythe shaped cartilage like plaques. The dura is 
thickened. 

Pituitary Body—Grossly it appears normal. 

Spinal Cord—The cord in its entire length is swollen, 
to the extent of giving the dura an absolutely smooth 
surface. The dura is not thickened, but is inflamed. 
When the dura is slightly removed, the cord itself is 
seen to be covered with the same greenish yellow exu- 
date. 

Tentative Diagnosis—Purulent meningitis, general, 
involving the whole brain. Fibrinous basalar meningitis. 
Thickened pia arachnoid. Marked arteriosclerosis. 
Cartilage like plaque in the falx cerebri. Marked men- 
ingeal involvement of the cord, purulent in type. 

Description after hardening—(Dr. Winkleman. ) 

Brain—The original findings are concurred in. There 
is a marked purulent meningitis, which involves and ob- 
scures the whole surface of the brain. An interesting 
feature is seen in the falx, where calcified areas have 
formed. This is most unusual. 

Spinal Cord—The cord is surrounded by a thick puru- 
lent exudate, yellow in color. This exudate of course is 
subdural. 

Gross Diagnosis—Purulent meningitis of the brain 
and spinal cord. Calcification of the falx cerebri. 

Microscopic description of brain and cord—(Dr. 
Winkleman). 

The pia arachnoid is very markedly thickened because 
of an infiltration with polynuclear cells. The infiltration 
is present around the vessels in the superficial layers of 
the cortex, 

The cortex itself shows acute cell changes (simple 
chromatolysis as well as chronic cell changes, especially 
cell sclerosis) Betz cells are relatively normal. 

In the midbrain there is marked perivascular infiltra- 
tion with polynuclears throughout. 
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The spina! cord in the thoracic region shows posterior 
column degeneration, not present in the lumbar region. 
Microscopic diagnosis—Acute meningo-encephalitis. 


(Concluded in August issue) 





The Physician’s Library 





Practical Dietetics in Health and Disease. By Sanford Blum, 
A.B., M.S., M.D. Third ed. revised and enlarged. Phila- 
delphia. F. A. Davis Company. 1928. Price, $4. 

This work was originally published in 1923 and should be 
known to a considerable number of prospective readers. In his 
preface to the third edition the author is courteous to his public 
and reviewers in enumerating the addenda. He has incorporated 
matter on the dietary of autointoxication, pernicious anemia, 
cancer of the stomach, gonorrhea, high blood pressure, etc., and 
on indigestible foods, salt-free and salt-poor viands, etc. He 
has rewritten the chapter on diabetes in accordance with the 
post-insulin stage of progress. The medical man in turning the 
pages will at once perceive that the present volume is written 
primarily for the nurse and practical dietician and the public 
in general. There is a total absence of scientific background, so 
that as a reference work the volume might properly be classed 
with the regulation cookery book. A practical housewife who 
is of a critical spirit to whom we loaned the book was outspoken 
in praise of it, and we are herewith reminded that when a book 
is published today it more than ever makes its appeal to the 
greatest possible circuit of readers and not to the select few. 


Nerve Tracts of the Brain and Cord. By William Keiller, 
F.R.C.S., Ed., Professor of Anatomy and Applied Anatomy, 
University of Texas. The Macmillan Company, New York. 
1927. 456 pages, illustrated. 8vo. Cloth, $8.00. 

The aim of this book is to make it possible for students to 
think in terms of anatomy, physiology and pathology when 
taking up nervous diseases. It also affords a good working basis 
for a clear understanding of those nervous diseases that the 
general practitioner is most likely to deal with. Leading facts 
rather than details are emphasized. 


International Clinics. Vol. I. Thirty-eighth Series, 1928. 
J. B. Lippincott Company, Philadelphia. 

This issue of the International Clinics presents thirty con- 
tributions by American and European authorities. Diagnosis, 
treatment, medicine, pediatrics, surgery, otolaryngology, oph- 
thalmology, pathology, and medical history (The Renaissance), 
figure in the contents and there are chapters dealing with some 
interesting medical questionnaires and with the progress of 
medicine during 1927. The volume maintains the high standard 
of the series and will be welcomed by its hosts of discriminating 
readers. 





Kahn Test in Priraary Syphilis 


The results with the Kahn test in comparison with the results 
of the dark field examinations are presented by J. C. Willett and 
Nathan Nagle, St. Louis (Journal A. M. A., April 14, 1928). A 
series of 187 patients, all exhibiting venereal lesions, were exam- 
ined hy means of the Kahn test, with the dark field and clinically. 
These examinations showed 105 of these cases to be in the pri- 
mary stage of syphilis. Out of a total of 229 Kahn and 187 dark 
field examinations made in 187 cases, it was found that 105 were 
in the primary stage of syphilis, as shown by the clinical evi- 
dence, the dark field examination or the Kahn test. The eighty- 
two patients responding negatively to Kahn and dark field exami- 
nations were clinically diagnosed as having either gonorrhea or 
chancroid. Out of 105 cases of syphilis, eighty-four, or 80 per 
cent, gave a positive Kahn reaction and in sixty-four, or 60.95 
per cent, the dark field examination was positive. The Kahn test 
Was positive in thirty-nine cases in which the-dark field exami- 
nation was negative, and the dark field examination was positive 
in nineteen cases in which the Kahn reaction was negative. If the 
dark field examination had been used alone in this series, it would 
have failed to detect syphilis in 39.05 per cent of the cases, and if 
the Kahn test had been used alone, 20 per cent would have been 
missed. During the first week after the appearance of the chancre, 
the dark field examination was found to be more reliable than the 
Kahn test, but in the second and subsequent weeks the Kahn re- 
action was more reliable. These results speak strongly for the 
advisability of examining each case of suspected primary syphilis 
by means of both the dark field examination and the serologic 
tests. The Kahn test gave positive reactions in eighteen cases out 
of a total of thirty-two presenting chancres of less than one week's 
duration: hence, it can he concluded that the Kahn test possesses 
a high degree of sensitiveness. 
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Diagnosis and Treatment 





Treatment of Diverticulitis of the Colon 


Observations of recent years have shown that the occurrence 
of diverticula of the large intestine (‘“diverticulosis”) is com- 
paratively common, and that these diverticula become inflamed 
and give rise to a variety of pathological and clinical conditions. 
The diverticula are henial protrusions of the mucous membrane 
through the muscular coat of the bowel, and they may project 
from its pertoneals surface or may be hidden in the fat between 
the layers of the mesocolon or in appendices epiploice ; they are 
usually present in large numbers and affect most commonly the 
pelvic colon, but they, may also be found with some frequency 
in the descending colon and in the transverse colon to the left of 
the middle line, 

Pathological Changes. 

Diverticulitis is essentially a disease of later middle life, be- 
tween the ages of 45 and 65; the condition is commoner in men 
than in women and affects fat people more often than thin. 
Many of the patients suffer from chronic constipation, and it is 
likely that the resulting distension of the colon plays some part 
in the development of the hernial protrusions. The openings of 
the diverticula into the lumen of the bowel are very small, and 
they may easily be overlooked even at a post-mortem examina- 
tion. 

Illness associated with the presence of diverticula is generally 
caused by inflammation of their walls and of the tissues with 
which they are in contact. There may be retention of fzcal 
material in the diverticula, causing spasm of the colon; infection 
causing small absecesses in the wall of the bowel; or perfora- 
tion leading either to diffuse peritonitis or a localised abscess or 
fistula. Such fistulae may communicate with the surface of the 
body, with the bladder, or with other parts of the bowel. In 
another class of cases chronic inflammation leads to great thick- 
ening and sclerosis of the affected loop of colon, closely simulat- 
ing carcinoma and causing partial or complete intestinal obstruc- 
tion. There is some evidence to suggest that carcinoma is 
liable to develop in a segment of gut affected by chronic diverti- 
culitis. 

Varieties of Clinical Picture. 

As the result of these pathological changes a number of 
clinical pictures may be produced and diagnosis may be difficult 
and delayed until a late stage of the disease, not only because 
the condition is insidious but also because it simulates a number 
of more common diseases. The clinical varieties most often seen 
are: (a) attacks of subacute inflammation associated with 
temporary spasm of the colon; (b) the formation of a localised 
abscess in the pelvis or left iliac region; (c) the development of 
an external fistula in the left iliac region; (d) diffuse perfora- 
tive peritonitis; (¢) involvement of the urinary bladder, by 
adhesions, cystitis, or the formation of a vesicocolic fistula; and 
(f) chronic and acute obstruction of the colon. 

(a) Attacks of subacute inflammation.—The patient, who per- 
haps has noticed an increasing tendency to constipation, is seized 
with pain of moderate severity in the left lower quadrant of the 
abdomen, referred in some cases to the perineum, groin, or penis. 
The pain is spasmodic in character and increases in severity dur- 
ing the first few hours; it is made worse by exercise, and partic- 
ularly by jolting—a somewhat characteristic symptom. The 
bowels are confined and the temperature rises to between 99° 
and 100° F. If the patient lies up and the bowels are cleared the 
first attack will, as a rule, subside with a week and leave him 
apparently in his usual good health. 

Palpation of the abdomen in the early stages of the attack 
will reveal tenderness and possibly slight rigidity above the 
pubes just to the left of the middle line. On bimanual examina- 
tion a tumour can be felt, usually about the size of a small 
orange, high in the pelvis, and sufficiently movable to allow of 
its being pushed down on to the finger in the rectum; it is 
tender to the touch below as well as above. Active movements 
of the hip may elicit pain. If the attack subsides without the 
formation of an abscess the tumour gradually shrinks and 
usually becomes impalpable within ten days. : Z 

In the diagnosis of early cases X ray examination is often of 
great value. Two observations may be made: (1) A barium 
enema somtimes reveals a narrowing of the lumen of the gut 
for two or three inches in the inflamed and spasmodic area, the 
film even showing no barium here though the colon above and 
below is filled. (2) A barium meal may show numerous 
diverticula extending up the descending colon, which appear as 
small opaque areas about the size of peas, persisting after the 
main bulk of the barium has been evacuated. On the other hand, 
a negative X ray finding does not exclude diverticulitis, for the 
harium in the pelvic loop or rectum may mask the defect, and it 
is sometimes only on repeated examinations that the barium will 
enter the diverticula, because of the small size of their mouths, 





198 THE 
and because they may already be loaded with stiff faecal mate- 
rial. Sigmoidoscopy is of little value in the diagnosis of diverti- 
culitis, except in some cases by excluding new growth. The 
thickened intlamed loop does not allow the sigmoidoscope to ap- 
proach it easily, and the openings of the diverticula into the 
bowel are so small as rarely to be visible. 

During the attack the patient must be kept in bed on a light 
diet with plenty of fluids, and the contents of the large intestine 
must be liquefied as early as possible by large doses of a saline 
aperient; the bowel should be washed out by simple enemata, 
which must be given slowly and carefully, as they are apt to cause 
pain, and any sudden tension would be dangerous. After the 
attack has subsided further trouble may be warded off by the 
initiation of a régime which should be continued indefinitely. This 
has two main objects—the production of a bulky food residue in 
the colon and at the same time the reduction of this residue to a 
liquid form, of about the same consistency as that usually present 
in the small intestine. For this purpose an ounce of liquid paraffin 
should be taken three times a day and may be expected to produce 
two or three loose actions of the bowel daily. Should the patient 
at any time become sufficiently constipated to form a hard stool 
he should at once take a large dose of a saline purgative so as to 
produce watery motions. Any carelessness in this respect is likely 
to be at once followed by another attack of inflammation, which 
may go on to the formation of an abscess. As to diet, the patient 
must carefully avoid all fruits which contain small seeds (and 
these unfortunately are the most attractive to many people), such 
as figs, currants, strawberries, raspberries, and gooseberries; the 
seeds of these are small enough to enter the tiny mouths of the 
diverticula and produce inflammation. The foods that produce a 
bulky residue and prevent spasth of the colon are to be encouraged, 
such as brown bread, oatmeal porridge, and vegetables. 

(b) Abscess formation—Any attack of diverticulitis may go 
on to perforation and the production of a localised abscess, which 
will usually be situated either on the left side of the pelvis or in 
the left iliac fossa. Such abscesses require drainage, and this 
will usually be followed by a temporary fecal fistula; the opera- 
tion wound of the abdominal wall may be expected to become 
heavily infected, and the incision therefore should as far as 
possible be planned to allow for this, a short oblique or transverse 
cut being much preferable to a vertical one. 


(c) Fistule in the left iliac or hypogastric region not only 


follow the drainage of an abscess, but may open spontaneously. 
In such cases a transverse colostomy will usually be necessary, 
but sometimes it is possible to short-circuit the affected segment 
of colon. 

(d) Acute diffuse peritonitis from the perforation of a diver- 
ticulum or the rupture of a peri-diverticular abscess is the most 
dangerous complication of the disease, for the patients collapse 


rapidly from the severity of the toxemia. They are not able to 
withstand a prolonged operation, and gas-oxygen and local an- 
zsthesia are strongly indicated. The peritoneum must be drained, 
and, if the patient’s condition will allow, it is advantageous at 
the same time to perform a colestomy above the site of the 
perforation. 

(ec) Vesical complications—Diverticulitis of the pelvic colon 
not uncommonly involves the bladder, adhesions between the two 
viscera and the migration of bacteria from the colon causing 
chronic cystitis, with pyuria and frequency of micturition, and 
acute exacerbations irom time to time; considerable general 
debility and cachexia are usual. In such cases the intestinal 
symptoms and signs may very easily be masked by the more 
obvious urinary ones, but a careful bimanual examination is likely 
to reveal the presence of the typical inflammatory tumour. If a 
vesico-colic fistula forms the patient will pass fecal material per 
urethram, and his condition will rapidly deteriorate; cystoscopy 
is made difficult by the heavy infection of the bladder, but it may 
be possible to see the fistulous opening in its wall and to distin- 
guish it from a malignant fistula by its more clean-cut edge. 
Where there is merely intermittent cystitis from adhesions this 
may be cleared up by initiating the régime of diet and aperients 
laid down above and bv the administration of urinary antiseptics. 
For a vesico-colic fistula a colostomy should be performed. 

(f) Chronic and acute obstruction resulting from diverticulitis 
are often indistinguishable from the forms due to new growths, 
and it has in fact been shown that a number of tumours due to 
diverticulitis have been excised in the belief that they were cancers 
of the colon. A diagnosis of diverticulitis as the cause of chronic 
obstruction—with diarrhoea, alternating constipation and diar- 
rhea, or constipation alone—may be suggested by a history of 
attacks of recurrent spasm and inflammation over a period of 
years. The symptoms of actual obstruction may be of longer stand- 
ing than would be likely in a case of carcinoma; there is less 
cachexia, bleeding is less common. and a tumour is more often 
to be felt. slightly tender, movable, and usually as big as an 
orange. The presence of so large a mass without fixation would 
be strongly in favour of diverticulitis as against new growth. The 
treatment of such a case is to short-circuit the site of obstruction, 
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if it is sufficiently high to allow this; for instance, for obstructive 
diverticulitis of the left half of the transverse colon the proximal 
part of the transverse colon may be joined up to the pelvic loop, 
and for obstruction at the upper part of the pelvic colon the trans- 
verse colon may be anastomosed to the lower part of the pelvic 
colon. If, as is often the case, the inflammatory mass is too low 
to allow of a short-circuit, a‘colostomy must be performed. 

When diverticulitis causes acute obstruction the symptoms are 
those typical of obstruction of the large intestine; there is much 
distension, late vomiting, and the ca#cum is palpable when in 
peristalsis, whilst it may be possible to feel the mass formed by the 
inflamed loop of bowel. For such patients a colostomy will usually 
be necessary, but occasionally they are fit enough to stand a 
short-circuiting operation; in this case it is advisable as a pre- 
caution to perform a temporary cecostomy at the same time. 

Fortunately, after drainage of the colon above a mass due to 
diverticulitis the lumen of the bowel at the site of the obstruction 
tends gradually to be restored, and a vesico-colic fistula will close; 
so that in some instances it is possible later on to close the colos- 
tomy. The bowel does not usually recover its lumen in less than 
three years, and in deciding whether the time has come to close 
the colostomy an X ray examination will, of course, be of great 
help. After such an operation the patient must carry on the 
régime described for eariy cases.—C. W. Gorvon Bryan, in The 
Lancet, March 10, 1928. 


Indications for Digitalis 


Heart failure with a slow pulse is not uncommon, but it is a 
combination which is almost invariably fatal and beyond the aid 
of any drug. Apart from sudden death—e.g., from heart-block— 
progressive heart failure is almost myocardial in origin. When 
the circulation begins to fail, the needs of the various organs be- 
come clamorous. The dire necessity in each organ for a greater 
turnover of blood makes itself known to the heart through the 
sympathetic fibres and the rate increases. The ultimate appeal is 
to the myocardium. If the latter is so degenerate that no re- 
sponse by increase of rate occurs, the outlook is hopeless from 
the outset, and it is obvious that no benefit can be derived from 
further slowing of the heart. The ideal drug in such a case would 
be one possessing an action of augmenting the strength of the 
heart-beat. Unfortunately, there is no proof that we possess a 
drug with a direct action on the strength of myocardial contrac 
tion. More commonly, however, the call for more blood is met 
by an increased rate of heart action. As a rule the increase in rate 
precedes the signs of failure, and it is the continuance of this rate 
which leads to exhaustion of the myocardium. The increased rate 
decreases the efficiency of heart-beat by shortning the period of 
recovery or renewal of energy in the cell. The role of digitalis in 
such a case is to isolate the heart from the influence of the sym- 
pathetic by increasing the influence of the vagus, which acts as a 
depressor. The result is a slowing of the heart and a lengthening 
of the diastolic or recovery period. Such a heart is to al! intents 
heating to supply its own circulation, and this is mainly diastolic 
The insistent calls through the sympathetic from the various or- 
gans are ignored. Slow powerful beats replace the weak rapid 
ones, the output is augmented considerably, and gradually the 
whole body recovers. Myocardial rest is the fundamental prin- 
ciple in this process of recovery. When heart failure is accom- 
panied by increased metabolism, as in a fever, the slowing effect 
of digitalis is seldom obtained, the drug action being too weak to 
counteract the excessive sympathetic stimuli. 

Rapid Afebrile Rheumatic Hearts—As already stated, an in- 
crease of rate in most cases precedes the signs of failure of the 
circulation. An appreciation of this fact has led to the employ- 
ment of digitalis in the early stages to preclude the failure which 
must inevitably follow a prolonged rapid action. Such an oppor- 
tunity arises in the afebrile rapid heart of rheumatic infection. 
It is therefore a rational procedure to place such a heart under 
digitalis and to maintain this effect till the myocardium has re- 
covered its tone and the rate has returned to normal. 

The Tachycardias—In true tachycardias—e.g., paroxysmal 
tachycardia and auricular flutter—it must be admitted that the ac- 
tion of digitalis is by no means constant, nor are the results re- 
liable. Occasionally it will be found that slowing action is ob- 
tained; in others it fails completely or induces irregularities such 
as auricular fibrillation. The varying results are but expressions 
of the fact that the conditions are little understood. The incon- 
stancy of the results of administration of the drug appear to indi- 
cate that the causes of these tachvcardias differ and the sites of 
origin vary in individual cases. The drug should be tried in full 
doses, but in the present state of our knowledge the procedure 
must remain empirical. 

Auricular Fibrillation—The association of digitalis with auric- 
wlar fibrillation is so familiar that at times it is forgotten that the 
drug does not cure by any direct action. Failure to secure the 
desired effect arises from neglect of this fact. The successful 
cases are those where the fibrillation is accompanied by a rapid 
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